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ABSTRACT
An investigation was conducted to investigate the role of 
repression in the development of alcoholism. Drawing on 
psychoanalytic and contemporary approaches to the notion of 
repressive defense, the experiments conducted examined the 
recall of childhood memories as dependent variables on 
which subjects repressive defense performance was 
evaluated. It was found that abstinent alcoholics differed 
significantly from controls on a number of indices of
recall. Alcoholics exhibited a recall profile that
indicated strongly that they failed to repress negative 
affective memories. Confirmatory evidence for the notion of 
repression failure in alcoholics was found by the 
observation that there were relatively few alcoholic 
'repressors', determined by the intersection of trait 
anxiety and defensiveness measures. The alcoholic subjects 
also tended to associate relatively more emotional
intensity with recalled negative childhood memories. This 
was not expected and suggests that the alcoholics
repressive defense pattern is representative of a more 
fundamental information-processing deficit than merely a 
failure to repress. To define this newly observed
phenomenon, the term 'pararepression' was introduced. A 
further study was conducted to investigate the possibility 
that the repression deficit observed in alcoholics may be 
inter-generationally transmitted. It was observed that non­
alcoholic adult children of alcoholics (ACOA's)
demonstrated a similar recall profile to that of alcoholic 
subjects, essentially ACOA's failed to repress and showed 
evidence of the pararepressive phenomenon observed in 
alcoholics. It was further observed that important
psychosocial constructs including parental bonding 
differences observed between groups were important
predictors of retrieval performance. A composite variable 
was generated using discriminant function analysis and this 
revealed that ACOA's were much more similar to alcoholics 
than they were to the control group. Importantly, variables 
that are believed to be indicative of early adaptive 
relationship formation were found to be associated with 
retrieval performance and psychopathology. In effect, early 
experiences would appear to influence adult retrieval 
performance.
An investigation into the effect of an acute dose of 
alcohol on retrieval performance, and a study of the 
relationship between repression, consumption of alcohol, 
and menstrual cycle phase were conducted to examine 
methodological issues salient to repressive defense.
Implications of the findings were discussed and the 
direction of future research indicated.
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CONVENTIONS
This thesis examines the role of repression in relation to 
the pathogenesis of alcoholism. However, much of the theory 
supporting this empirical investigation is rooted in the 
history of psychoanalysis. To this end, two conventions are 
outlined with regard to this psychodynamic heritage.
1. The term mental defense uses the classical spelling 
of the term established in psychoanalytic literature.
2. There are occasional first person comments in the 
text. This is deemed appropriate since the author is 
deemed interactive with the research effort, 
therefore, where appropriate, the author will express 
personal thoughts and feelings reactively, to 
experimental findings in context.
XXIX
CHAPTER ONE
LINKING REPRESSION AND ALCOHOLISM
What other dungeon is so dark as one’s own heart!
What jailor is so inexorable as one’s self!
Nathaniel Hawthorne 1804-1864
Then trust me, there’s nothing like drinking 
So pleasant on this side the grave 
It keeps the unhappy from thinking 
And makes e ’en the valient more brave
Charles Dibdin 1745-1814
1.1 Introduction
Abuse of alcohol is widespread in many parts of the world 
including the United Kingdom. The total cost of alcohol 
abuse to the National Health Service is estimated at 146 
million pounds per annum. The most recent estimate of the 
cost of alcohol abuse to industry is in excess of 2 billion 
pounds per annum (Rowland and Maynard, 1993). Deaths from 
liver cirrhosis directly attributable to alcohol abuse rose 
to over 2000 in 1992 (OPCS, 1992).
It is, of course, impossible to quantify the emotional 
'costs' of alcohol abuse on the problem drinkers immediate 
family and larger social network, though it is clear that
a drinking problem within a family invariably has a 
deleterious effect at this level of interpersonal 
interaction (Meeks and Kelly, 1970). The 'costs' to the 
individual problem drinker include elevated risks to 
physical health (Scheffler et al, 1987) and mental health 
(Mullaney and Trippet, 1979) problems at a socially
observable level and, at a more discrete level of 
abstraction, consequences for cognitive function that may 
be both acute and chronic (Parsons and Nixon, 1993) . Though 
cognitive function may be affected subtly or grossly
(Arria et al, 1990) by alcohol abuse, it is implicit to any 
model of information-processing that any cognitive deficit, 
irrespective of magnitude, will have, by definition, 
repercussions for the problem drinker's social competence. 
This is because it is via the interface of an intact
cognitive system, that expression of concepts and emotions 
are optimally achieved.
It is clear that psychological aspects of alcohol abuse are 
generalisable to the domain of 'addictive behaviour' 
irrespective of the substance of abuse or the behaviour of 
compulsion (Lavelle et al, 1993) . It has also become
increasingly clear that therapeutic interventions designed 
to help adaptive behaviour change in problem drinkers and 
other substance misusers are largely ineffective (Heather, 
1995) . Recent trends toward utilising brief interventions 
with problem drinkers using approaches such as motivational
interviewing have focused on the issue of the presenting 
clinical problem, in effect distancing the formulation of 
theories of aetiological significance that nurture the 
end point of 'alcoholism' or 'drug addiction'.
Though developments in the biological basis of alcoholism 
continue apace (Bonner, 1994), psychological approaches, 
particularly those that incorporate psychodynamic concepts, 
are poorly represented in recent research development in 
the addictions arena. Though a possible explanation for 
this state of affairs is the theoretically archaic nature 
of psychodynamic mechanisms of mental defense, it is also 
clear that clinical evidence for the effectiveness of 
psychodynamic approaches is not readily disseminated, this 
being arguably due to the one to one approach of 
psychodynamic interventions and issues of confidentiality.
1.2 Background 'Alcohology'
Undoubtedly, the expression of problem drinking behaviour 
represents an endpoint of a complex interaction between 
psychological, biological and sociological influences 
(Otter and Martin, 1996) . It is also clear that problem 
drinking behaviour has been medicalised as a 'disease' of 
'alcoholism' from which 'alcoholics' suffer (Robinson, 
1979). Whether the evidence to support a disease model is 
convincing is highly debatable (Davies, 1992) however, such 
a disease concept has been highly influential in
determining policy and treatment (Litman et al, 1983) 
though the concept itself is ill-defined. Issues of 
diagnosis and alcoholic group heterogeneity are discussed 
in Chapter 2.
A prevailing view from the field of attribution theory 
suggests that the reason that problem drinking has been 
medicalised is to allow our society to offer treatment to 
people (Davies, 1992) who we perceive as behaving badly. 
Since people who behave badly are generally punished 
(judicially), society re-fences problem drinkers as 
suffering from alcoholism because if they have an illness, 
drinkers need treatment and not punishment. The disease 
model assumes that alcoholics have no or little control 
over their drinking, such a position being strongly 
supported by self-help organisations such as Alcoholics 
Anonymous (A.A.).
The high rate of relapse in 'treated' alcoholics (Marlatt 
and Gordon, 1985), recent evidence that in depth insight 
therapies fair no better that brief interventions in 
predicting outcome (Heather, 1995), and evidence that new 
counselling approaches to alcoholism such as motivation 
interviewing (Miller and Rollnick, 1991), generally fare 
little better that no treatment at all (Kuchipudi et al, 
1991) on outcome, has been cited as being supportive of the 
disease model. Interestingly, the management of alcoholism
with medication, a logical approach to treatment if 
alcoholism is considered a 'disease', has been shown to be 
ineffective in maintaining abstinence (Pisani et al, 1993) . 
Indeed, Pisani et al (1993) , found that the use of 
medication such as lithium carbonate had little direct 
effect on abstinence status in alcoholics. However, Pisani 
and colleagues (1993) did find that attendance at 
Alcoholics Anonymous (A.A.) meetings had a large influence 
on maintaining abstinence. It is interesting to note 
however, that when studies produce findings that are 
inconsistent with the disease hypothesis, such as those 
that have produced evidence that some previously chemically 
dependent alcoholics have returned to controlled and safe 
drinking (Davies, 1962), or have spontaneously recovered 
without treatment (Waldorf and Biernacki, 1979), these 
findings have generally met with a hail of vitriol from 
disease model proponents usually following the argument of 
"Well, if they [problem drinkers] have managed to go back 
to social drinking, they couldn't have been 'alcoholics' in 
the first place" (My phrase summary of numerous A. A. 
members comments).
The dominant disease model has undoubtedly shaped research 
into aetiological issues (Bean et al, 1981) . An example of 
this is that children of alcoholics have been found to be 
significantly more at risk of developing alcoholism (seven 
fold) than children of non-alcoholic parents (Merinkangas,
1990). Assuming an interactional biopsychosocial model, it 
would seem intuitive to expect that all three interactional 
factors would be equally represented in research enquiry. 
A review of the available literature on this finding alone 
reveals that by far the largest component of this model if 
it was defined by published research is the biological 
component. It would seem not only conceivable, but highly 
likely that, the reason for this state of affairs is the 
dominance of the disease (genetic/biological) model. 
Certainly this would be consistent with the constant 
plethora of treatment evaluation studies that dominate the 
literature. Recent psychological models of alcoholism such 
as those that focus on temperament (Cloninger et al 1988; 
Devor and Cloninger, 1989) are essentially disease models, 
for instance Cloninger's (1987) model emphasises a genetic 
basis to temperament in relation to alcoholism that is 
determined by abnormalities in the serotonergic, 
dopaminergic and noradrenaline neurotransmitter systems.
Studies that have demonstrated a relationship between life 
events and development of drinking problems have tended to 
focus on individuals who exhibit a normal drinking pattern 
that becomes problematical as a coping response to a life 
event (Beckman, 1975). There has been little work conducted 
examining the role that childhood events may have on the 
later expression of problem drinking behaviour. Indeed, 
studies that have examined the family environment have
tended to focus purely on the influence of parental 
drinking behaviour or parental attitudes (usually but not 
exclusively toward alcohol) on children of alcoholics 
(Curran and Chassin, 1995). Edwards (1971, p.425) stated 
"Since we are not able to manipulate personality and 
produce a race with no neurosis, the only realistic method 
of exerting a benign influence on the prevalence of alcohol 
addiction is by control of the environmental conditions of 
drinking". Though Edwards' statement can be broadly 
interpreted as supportive of a nurture position in the 
expression of drinking behaviour, its focus is clear, "the 
environmental conditions of drinking". Edwards focus is 
aimed at drinking behaviour rather than environmental 
influences on personality which may lead to excessive 
drinking.
Zucker's (1976) review of studies that examined the 
influence of parental variables on their alcohol abusing 
offspring presented compelling evidence that the quality of 
this relationship, particularly in the early care giving 
environment, was instrumental in the later development of 
alcohol abuse. Alcohol abusers compared to non-abusers had 
experienced:
1. Reduced parent-child interaction.
2. Anti-social activity or directly alcohol-related 
problem behaviour by the parent.
3. Parent alienation and cynicism.
4. Open rejection and emotional distance.
5. Higher family tension.
6. Greater parental absence.
7. Parental interaction that was unresponsive to the 
child's needs.
The above factors are believed to be important in the 
development of personality and personal adjustment (Orford 
and Harwin, 1982). Such variables have been identified as 
being associated with a number of personality co-factors 
such as self-esteem (O'Gorman, 1975; Davis, 1983), locus of 
control (Rohsenhow, 1983), anxiety (Conger, 1956) , and 
depression (Davidson and Ritson, 1993), all of which have 
been associated with alcoholism. Evidence that individuals 
develop mental defense mechanisms for coping with
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interpersonal anxiety has been forthcoming from case 
material (Weinstock, 1967) , the formation of these 
mechanisms being largely dependent on the childhood 
experience of significant relationships and events (Cramer, 
1991; Clair and Genest, 1987).
There is further evidence to suggest that children of 
alcoholics experience difficulties with interpersonal 
relationships (Black, 1979, 1982) and the expression of
feelings (Meyer and Phillips, 1990). Evidence that 
experiences during childhood have aetiological significance 
in the development of problem drinking behaviour have been 
found (Ireland and Widom, 1994).
Apart from isolated case material (Khantzian, 1985), there 
has been no systematic investigation of the role of the key 
mental defense of repression in relation to alcoholism, yet 
there is clear anecdotal evidence to suggest that common 
psychopathology associated with alcoholism such as anxiety 
and depression are central concepts to adaptive mental 
defense formation (Ghaffari, 19S^).
The purpose of this research is to investigate the 
(traditionally) psychodynamic concept of repression in 
relation to substance misuse, particularly alcoholism. To 
facilitate this goal the concept of repression will need to 
be re-fenced within a contemporary cognitive account of
information-processing allied to an aetiological 
explanation of psychopathology to achieve current 
relevance. Using this approach formulations of intervention 
and prevention may be more readily developed.
1.3 What is repression ?
The term repression has become synonymous with the father 
of psychoanalysis, Sigmund Freud. Freud first used the term 
repression at the end of the 19th century to describe the 
process by which an individual defends themselves against 
thoughts and cognitions dangerous to the self-concept. 
Freud described repression as "turning something away and 
keeping it at a distance from the conscious" (Freud, 
1915/1957, p.147). The fundamental purpose of the mechanism 
of repression was to avoid anxiety that would be associated 
with cognitions threatening to the self-concept. The role 
of repression was then, to avoid displeasure "if a 
repression does not succeed in preventing feelings of 
unpleasure or anxiety from arising, we may say that it has 
failed" (Freud, 1915/1957, p.153).
A key feature of Freud's concept of repression was that 
such a mechanism was vital to healthy psychological 
function and, consequently, disturbances in the function of 
a repressive mechanism would lead to psychological and 
psychiatric illness "It was a question of things that the 
patient wished to forget, and therefore intentionally
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repressed from his conscious thought and inhibited and 
suppressed" (Breuer and Freud, 1895/1974, p.10). To this 
day repression is, as hypothesised by Freud, central to 
psychoanalytic and broader psychodynamic theories of 
psychological health and ill-health irrespective of the 
psychodynamic 'school' of the therapist i.e. Freudian, Neo- 
Freudian, Kleinian, Sullivan, Horney, etc. The notion that 
events stored in memory, particularly traumatic ones, can 
be outside the arena of conscious awareness yet still 
impair adaptive psychological function, is consistent with 
general counselling approaches to psychological distress, 
as evidenced by recent reviews of false memory syndrome 
(Andrews et al, 1995) which indicate that the vast majority 
of retrieved childhood recollections are accurate.
Toward the end of his career Freud summarised his 
perspective on repression and gave an aetiological account 
of the repressive defense "All repressions take place in 
early childhood; they are primitive defensive measures 
taken by the immature, feeble ego. In later years no fresh 
repressions are carried out, but the old ones persist, and 
their services continue to be made use of by the ego for 
mastering the instincts. New instincts are disposed of by 
what we call 'after-repression'" (Freud, 1937/1991, p.227). 
Freud was at pains to illustrate how psychopathology could 
be adversely related to a faulty repressive mechanism 
determined by childhood experience. In this sense Freud
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proposed two aspects to repression, "primal repression" and 
"secondary repression". Primal repression was the pattern 
of repressive defense that developed during childhood, in 
primal repression, infant wishes that conflict with the 
later internalisation of moral concepts are repressed, 
these repressed infant desires existing as a repository of 
repressed memories. Freud postulated that without this 
repository of repressed "primal" memories adult repression 
would be ineffective as a means of ego-protection. Freud's 
view was that adult repression was a response to perceived 
anxiety indicating the possibility of a trauma occurring. 
Freud directly related this adult perceived anxiety that 
needs to be repressed, directly to disturbing and traumatic 
experiences that occurred during childhood which were about 
to be re-experienced (Freud, 1900/1953).
A difficulty with the psychoanalytic formulation of 
repression can be traced to developmental milestones in 
Freud's career. Freud constantly updated, elaborated and 
changed his theory but usually did not update specific 
concepts including repression that conflicted with 
developmental aspects to his theory. The problem with 
repression in particular was that Freud used the terms 
repression and suppression interchangeably throughout his 
forty year career. This is a crucial point since repression 
as a mental defense mechanism emphasises that the traumatic 
event that is repressed is operated on by the repression
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mechanism without the conscious awareness of the 
individual. In contrast, the mechanism of suppression 
emphasises the role of the individual in consciously 
pushing the traumatic event out of awareness, essentially 
the suppressed memory has been and would continue to be 
experienced consciously by the individual without the 
motivated conscious cognitive effort of the individual to 
keep the event and its associated disturbing cognitions at 
bay. In this respect the mechanism of repression can be 
defined as being largely an autonomous independent 
mechanism of mental defense.
Freud also used the term repression to describe all mental 
defense mechanisms which involved occulting notions, 
concepts and cognitions from consciousness. It has become 
generally acknowledged that there exists a number of 
mechanisms of mental defense (Bond et al, 1989) such as 
projection, denial, reaction formation, suppression and 
displacement that all ensure that specific aspects of 
experience are kept out of reality. In this sense they all 
describe elements of what constitutes a repressive defense. 
However, their modus operandi, as illustrated by the 
contrast between repression and suppression is quite 
different. The most consistent specific definition of 
repression is a mental defense mechanism that keeps 
unpleasant and disturbing cognitions, primarily threatening 
to the self-concept out of conscious awareness (Erdelyi and
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Goldberg, 1979). This point is still equivocal "a 
particular repression that is unconscious may have 
originally started out as a conscious process" (Erdelyi and 
Goldberg, 1979, p.336).
Freud's clinical material that he used to support the 
notion of repression and repressive defense has, via the 
medium of theoretical interpretation, led to numerous other 
accounts of what repression is and how it can be defined 
both theoretically and operationally. Blatt (1990) 
maintains that repression is primarily an unconscious 
process while in contrast, Shevrin and Dickman (198 0) state 
that the process is consciously motivated. Though some 
researchers suggest that repression should be a global term 
emphasising a range of mechanisms of mental defense 
(Singer, 1990), a prevailing view is that repression is a 
singular mechanism (Erdelyi, 1990) . A main feature of 
contrast between contemporary accounts of repression is 
that while there is great emphasis on repression as being 
strictly a specific mental defense mechanism (Davis, 1990), 
recent evidence has suggested that repression could be 
representative of a cognitive coping style (Weinberger 
1990). It is clear however, from experimental findings to 
be reviewed later in this chapter, that the phenomenon of 
repression does exist whether it is defined as a mental 
defense (Davis, 1990), or as a cognitive coping style 
(Weinberger et al, 1979), and further, repression may be
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influential in the development of pathology (Jensen, 1987; 
Niaura et al, 1992), and psychopathology (Myers 1995) .
On a note of historical and theoretical accuracy it should 
be noted that Freud's account of psychological development 
has come under much recent criticism (Masson, 1990) . Though 
laboratory attempts to demonstrate repression have been 
supportive of Freud's theory (Wilkinson and Cargill, 1955), 
these studies have been criticised on theoretical (Holmes, 
1974) and procedural grounds (McCullogh et al, 1976) . In 
spite of this, recent empirical findings, particularly 
those that re-fence repression in information-processing 
and cognitive coping style contexts (Weinberger et el, 
1979; Newton and Contrada, 1992) are robust against such 
criticisms as repression defined in these terms is largely 
independent of 'classical' and perhaps, arguably, archaic 
concepts such as Freud's description of the Oedipus and 
Electra complexes.
The thrust of this research is to investigate the role of 
repression in the field of alcoholism. In particular, this 
thesis will examine the role of repression defined as an 
individual-differences variable and repressive processes, 
in relation to the aetiology of alcoholism.
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1.4 Psychoanalysis and the self-medication hypothesis of 
substance misuse
The application of the techniques of classical 
psychoanalysis to alcoholics has been, for the most part, 
clinically based (Wurmser, 1978). Case histories of 
alcoholics and misusers of other substances are rare 
however (Wurmser, 1978) and, from a psychoanalytical 
determinist perspective, non-influential. This current 
state of affairs requires some understanding since:
1. Classical psychoanalytic thinking has provided a 
hypothesis of substance misuse which does provide 
a structure for psychodynamic interventions with 
substance misusers, including alcoholics, this 
being conceptualised as the self-medication 
hypothesis of addiction (Khantzian, 1985) .
2. Many counsellors and therapists engaged in 
working therapeutically with alcoholics and 
substance misusers use a model that incorporates 
psychodynamic principles, including the pursuit 
of insight, the acknowledgement of ego defense 
mechanisms, and the recognition of early 
childhood events in the formation of 
psychopathology (Rogers,1970).
It is, therefore, pertinent to discuss a position whereby 
a theoretical model, or parts thereof, are utilised in
16
client therapy, yet are oblique in the 'classical' sense of 
psychoanalysis. In effect, theory and clinical practice 
become partialled out as separate entities, thereby 
nullifying the prospect of an integrated gestalt of applied 
theoretical practice that would be likely to have increased 
clinical efficacy and academic and theoretical credibility 
(via a practice based 'feedback loop' to theorists' and 
vice versa).
Characteristic behaviours of substance misusers such as 
high attrition rates from psychotherapy (Wurmser, 1978), 
and the possible reluctance for this group to enter into 
long-term psychodynamic work (Ghaffari, 1987) have been 
offered as causal factors in the current situation where 
there is a relative dearth of clinical material related to 
substance misusers, and in addition, the point highlighted 
in the paragraph above would implicate that therapists are 
likely to become relatively isolated, essentially clients 
are seen but case studies remain unreported. Further, it is 
possible to make a case for psychotherapy to be 
representative of a personal philosophy for many therapists 
(Martin and Hewitt, 1996, p.152) and, in this context, the 
need or desire for empirical proof of the underlying 
psychodynamic principles involved may be unnecessary since 
psychotherapy may be merely representative of an ' act of 
faith' from the therapists' subjective perspective.
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1.4.1 Drive Theories of Substance Misuse
Freud, though never working with alcoholics or substance 
abusers did make some observations on the processes he 
believed to be involved in the development of an addiction. 
Freud speculated that oral fixation may be implicated in 
the development of addiction (Freud, 1905), further he 
suggested that masturbation and addiction were linked as a 
reflection of the regressive and libidinal facets of the 
psychoactive substance in terms of wish fulfilment. It is 
of interest to note that Freud also alluded to the notion 
of alcohol being a substitute for a love object (Freud, 
1910) . Arguably the most enduring observation that Freud 
made regarding the pathogenesis of addiction was the idea 
of a link between alcoholism and homosexuality (Freud, 
1895) . Abraham (1908) imbued this notion with socio­
cultural relevance, in this context alcohol consumption is 
perceived as a symbol of manliness or machismo. The actual 
effects of alcohol, according to Abrahams' position, is to 
lower sexual resistances while regressing the nature of 
sexuality to one of infantile relation. Thus intoxication 
would allow the expression of homosexual impulses and 
tendencies toward sadomasochism. Though this stance has 
been supported by a number of other analysts (Tausk, 1915, 
Juliusberger, 1916), integration of these concepts into a 
model of pathology of alcoholism has not been supported 
(Israelstam and Lambert, 1983) .
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Rado (1957) , in what represented a psychoanalytical advance 
in the understanding of addiction, differentiated between 
sedative-hypnotic drugs and stimulants. He proposed that in 
the case of sedative-hypnotic drugs, the purpose of drug 
use would be to protect the individual from unbearable 
feelings. This is a crucial point because it implies a mode 
of action whereby a mental defence mechanism,(i.e. 
repression) is augmented by a psychoactive substance. From 
this perspective then it is possible to speculate that the 
salient feature of addiction is the need to bolster a 
defence mechanism that may be defective or in a state of 
flux. Stimulants were described by Rado as being equivalent 
to 'pharmacogenic orgasm', their principle role being to 
usurp ego - super-ego conflict that exists as a consequence 
of inhibition with a super-ordinant sensation of 
gratification.
Simmel (1948) proposed that a trinity of narcissism, pre­
genital libido regression, and anal masochism were
important factors in the development of an addiction. 
Through this tripartite of factors the feature of
aggression, commonly observed and reported in alcoholics, 
assumed a greater prominence. Simmel formulated that
conflict between the id and the ego, particularly where
such conflict was aggressive allowed the ego to deal with 
the conflict using the 'chameleon mechanism' of addiction.
19
Glover (1956) developed a multi-dimensional model of 
addiction by classifying addicts into three categories, 
these being mild, moderate and malignant. In concert with 
Abraham's notion, Glover believed the mild addict to be 
representative of reinforcements of unconscious 
homosexuality, the moderate addict to have heightened 
unconscious guilt, and the malignant addict, to be similar 
to cases of paranoia, with the exception that the malignant 
addict uses drugs to destroy 'internalised bad objects'.
The drive theories outlined above have consistently failed, 
with the possible and limited exception of Rado's, to 
integrate the pharmacological and psychological effect of 
the particular substance of abuse. In the case of alcohol, 
which can have a stimulant and depressant effect, the issue 
of developmental pathology becomes more salient in terms of 
process since the effect of the substance itself, cuts 
across the boundaries of rational interpretation (consider 
this in relation to Rado's model). To confuse drive theory 
models still further, accounts from case studies are 
severely limited in that the analysands are already 
dependent on their substance of choice thus limiting 
investigation of the developmental processes believed to be 
involved in addiction to speculation rather than direct 
observation.
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1.4.2 Ego Psychology and Substance Misuse
The development of ego psychology (Ellenberger, 1970) has 
had a major impact on psychoanalysis. Ego psychology has 
also transformed psychoanalytic perspectives on the 
development of addiction. Emphasis has been placed on 
structural factors, ego states, and self and object 
relations in exploring the subjective experiences of 
substance misusers. The stance of ego psychology theories 
is to view addiction as a way, by ingestion of the chosen 
substance, of reducing internal stress. Essentially a self- 
medication view of addiction has arisen (Khantzian, 1989) .
Hartmann (1969) described the 'defensive' use of drugs as 
a means of dealing with negative affect. Giving an account 
of an opiate abuser, Savitt (1963), emphasised a failure to 
deal with anxiety and depression. In Savitt ' s view drug use 
serves the purpose of instant gratification and ego 
restoration. Chein et al (1964) again focusing on opiate 
abuse, described the opiate drug as having 'pharmacological 
defence properties'. Using an opiate dependent adolescent 
population, Chein et al (1964) interpreted their findings 
from a variety of personality and sociological variables as 
meaning dependent individuals use opiates to 'suppress' 
affects that are difficult to deal with, in effect drugs 
are used for symptom relief, yet the underlying pathogenic 
nucleus remains intact (Khantzian, 1990, 1993, 1994).
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Rosenfeld (1964) indicated that psychoactive substances act 
both on the ego defenses and the instincts. Though 
Rosenfeld suggested, perhaps rather implausibly, that 
addiction was closely allied to manic depressive psychosis, 
he further proposed, more convincingly, that the effect of 
psychoactive substances were to increase both the 
omnipotence of the defence mechanisms used and, the 
omnipotence of the instincts. On the surface this suggests 
an equivalence of drug action, in effect instincts and 
defenses held in check. Rosenfeld's contribution was to 
stress the importance of mental defence mechanisms such as 
projective identification, denial, guilt mediated 
incorporation of the dead object, and splitting.
The use of drugs to self-medicate has been defined as a 
method of self-help that fails (Krystal and Raskin, 1970) . 
Importantly, Krystal and Raskin (1970) implicate the 
process of somatising instead of using adaptive verbal 
communication as the intrinsic failure in substance abusers 
to deal with painful feelings. Krystal and Raskin (1970) 
describe the maladaptive process of somatising as being 
caused by trauma during childhood development. Relating 
this to repression, the physiological dissociation observed 
in individuals described as repressors (Weinberger et al, 
1979) can be associated with a somatising process since 
physiological levels of anxiety tend to be high but 
subjective experience of anxiety measured by self-report
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questionnaire remains low. This tendency to somatise 
anxiety and depression results in a 'defective stimulus 
barrier' which leads to a failure to deal with feelings 
effectively, and predisposes individuals to substance 
misuse. Krystal and Raskin (1970) further hypothesised that 
because of gross and inflexible mental defences such as 
splitting and denial, substance abusers had difficulties in 
feeling good about themselves or actively being good to 
themselves. This offers an explanation of substance abusers 
often cited lack of self-care and self-regard due to the 
failure to internalise, since the mechanism of 
'internalisation' is likely to be defective. Khantzian 
(1996) emphasises that the self-care disturbances observed 
in alcoholics and addicts is firmly rooted in early 
develpment. Khantzian underscores this view with adjustment 
problems with parents who were either disturbed, absent or 
unable to internalise adequately.
Wurmser (1981) interviewed a large number of not only 
substance misusers, but also members of their immediate 
families. From this investigation, Wurmser (1981) concluded 
that the psychodynamic effects, as a consequence of the 
pharmacological effects of taking drugs, had been under­
emphasised. Wurmser (1981) strongly suggested, from the 
evidence of his clinical observations that drugs work by 
acting as 'artificial or surrogate defence against 
overwhelming affects' and, in the case of the compulsive
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user considers this as attempts at self-medication. Milkman 
and Frosch (1973), concluded from their psychodynamic 
investigation of opiate and amphetamine users that the 
effect of the drug on the psyche was to reinforce defences 
that were not functioning satisfactorily.
Wurmser (1984) indicated that certain emotions in 
particular those related to concepts such as rage, hurt, 
shame and loneliness were especially implicated in defects 
in affective defence. Other researchers such as Khantzian 
(1985) have concluded, from clinical observations, that the 
primary goal of drug using behaviour is the need to self- 
medicate, this usurping the notion that the central reason 
for drug taking is for its pleasurable effects.
Theorists such as Wurmser and Khantzian (1985) hold the 
view that the substance misusers inability to deal with 
affect related to anxiety, depression and aggression, and 
the need to self-medicate as a consequence stems from 
trauma during early development, in particular a failure to 
internalise. Interestingly, the general conclusion from the 
findings of Wurmser and Khantzian was that substance misuse 
could not be correlated with any particular patterns of 
internal conflict or specific phase of developmental 
impairment.
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Wurmser (1984) also believes that the role of narcissistic 
conflicts are vital in the formation of addictive behaviour 
and has described six elements which interact to 
precipitate addictive behaviour.
These elements are :
1. A fundamental defect in affect defence.
2. A defect in value formation.
3. Hyposymbolization (similar to the concept of 
concretization).
4. Search for object substitutes.
5. Self-destructiveness.
6. Regressive gratification in concert with intense 
narcissistic conflicts.
Substance misuse conceptualised within a model of 
narcissistic conflict, allows the substance misuser to 
function by gaining gratification without the need to be 
dependent on others.
Zinberg (1975) stressed the need to integrate personality 
factors, pharmacological effects of the chosen substance of 
abuse, and the social circumstances under which the 
substances are taken, in order to construct a total model 
of substance misuse. Citing evidence drawn from case
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material, Zinberg hypothesised that the addicted individual 
becomes increasingly over-dependent on the environment 
resulting in impairment of ego autonomy from the id. 
Further, the process of labelling serves to isolate the 
addicted person from usual environmental supports and 
consequently exacerbates impairment in ego autonomy. 
Zinberg argues that substance abusers will thus become 
isolated from their useful emotions and those perspectives 
which facilitate a coherent and integrated sense of self. 
In this way addicts become vulnerable to the influence of 
primitive impulses and experience an invasive sense of 
overwhelming neediness which blocks out the capacity to 
perceive and integrate 'objective reality'. According to 
Zinberg, under these circumstances, the use of psychoactive 
substances such as alcohol and illicit drugs is to maintain 
some adaptive capacity.
Evans (1987) suggested that being brought up within a 
highly dysfunctional family increased the risk of an 
individual developing a shame-based identity. 
Interestingly, Evans proposed that dissociation and 
drug/alcohol abuse are used as defenses against the 
experience of shame since ego state dysfunction prevents 
the aquisition and use of adaptive mechanisms of mental 
defense such as repression.
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Reporting on case material, Baron et al (1990) applied a 
pharmacological treatment to the therapy of three 
alcoholics with panic disorder. The accompanying panic 
disorder was interpreted as being pivotal in each of the 
individuals attempts to self-medicate with alcohol. Each 
alcoholic was treated for panic attack symptoms using a 
benzodiazepine, clonazepam. Following this treatment each 
of the alcoholics remained abstinent for some time. Though 
supportive of the self-medication hypothesis of alcoholism 
with anxiety perceived as a key component to aetiology, 
there are clear ethical issues with this approach to 
treatment. Baron et al (1990) support the notion of self- 
medication, however, within the wider theoretical context 
of a need to self-medicate to deal with feelings of 
negative affect and associated anxiety, the role of 
treatment with benzodiazepines serves no more a useful 
purpose than to replace one self-medication agent 
(alcohol), for another clonazepam. In this respect, one 
addiction merely becomes replaced by another, rather than 
amelioration of the addiction itself occuring.
It is clear that from this review that the psychoanalytical 
position on the genesis of addiction has moved from early 
drive notions of pleasure seeking and gratification to a 
self-medication model largely, as a consequence of radical 
developments in ego psychology. Though the self-medication 
hypothesis seeks to discriminate between the type of drug
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and its effects on psychological function and ego defence, 
an essential limitation is that individuals respond very 
differently to certain drugs experiencing subjectively 
different effects. The point made by Krystal and Raskin 
(1970) that the effect of psychoactive substances cannot be 
individually identified to a particular defence or phase of 
development is pertinent here. It is however, clear from 
the evidence accrued from case studies (where these are 
available), that there does appear to be a predisposition 
for substance misuse in individuals who have defective 
mental defence mechanisms. Using narrative models of 
explanation to interpret defence mechanism deficits in 
relation to substance misuse, it seems plausible to 
conclude that self-medication to bolster these defective 
mental defence mechanisms would be a rationale account of 
the need to take psychoactive substances, particularly in 
relation to dependent substance misusers.
Yalisove (1989) recognising that alcoholism may represent 
a unique psychopathology in terms of mental defense 
function, suggested radical changes to psychoanalytic 
interventions to increase treatment efficacy. An important 
facet to this modified psychoanalytic approach was to 
include an intial treatment phase that was supportive and 
didactic. This initial phase would then be followed by a 
psychoanalytically orientated therapy. Yalisove (1989) also 
asserted that the therapist needed to be active instead of
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passive during the treatment process. A radical departure 
from the traditional psychoanalytic approach was the 
recommendation that transference (transferring to the
therapist responses appropriate to other important 
individuals in the alcoholic's life story) should be
actively hindered. Yalisove (1989) suggested this change to 
therapy because of evidence from case material that
alcoholics have unique difficulties with transference 
during therapy. The basis for a problem with transference 
would be assumed to be related to maladaptive mental 
defense mechanisms.
A principle feature of the self-medication hypothesis is 
that alcoholism is not a disease or a primary condition 
(Miller and Chappel, 1991). Though Yalisove (1989) 
maintains that therapy for alcoholics requires extensive 
modification to psychoanalytic technique, it is still 
implicit within the self-medication hypothesis that the
pursuit of insight can facilitate adaptive change in ego 
defense structures that can free the alcoholic from the 
need to self-medicate.
Wurmser (1985) concluded from case material that the 
compulsive use of drugs and alcohol was as a primary 
defense against many aspects of the superego. Importantly, 
Wurmser (1985) emphasised a primary faliure in repressive 
defense since he stated that the essential role of the
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psychoactive substance, be it drugs or alcohol, was to 
prevent the "return of the repressed".
1.4.3 Limitations of narrative models of explanation
Undoubtedly, psychoanalytic accounts (narrative models of 
explanation) of substance abuse have enabled a contextually 
rich, developmental model of addiction to be developed. A 
major problem however, is the relative inaccessibility of 
the concepts speculated to be involved (mental defence 
mechanisms) and the reliance on subjective data (case 
studies) to validate theory. This second point is very 
important since a model based on interpretation of case 
study material are based on three levels of interpretation, 
these being:
1. The recall and interpretation of memory traces by 
the analysand.
2. The interpretation of the analysand's subjective 
account by the psychoanalyst.
3. Peer interpretation of the psychoanalyst's 
interpretations of the case study material.
It is clear that within this hierarchy of interpretation, 
the first level of interpretation is the most vital since 
this 'shapes' levels two and three. The evidence from 
cognitive science studies of recall reveal that there are 
no 'frozen memories' held in long term store to be recalled
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(Martin and Hewitt, 1996). Autobiographical memories are 
recalled in context and are subject to bias depending on 
variables such as individual motivation, expectations and 
level of arousal (Hastorf and Cantrill, 1954). There is 
then, no objective 'truth' to be offered by the analysand. 
This point is crucial because the evidence from 
attributional accounts of addiction indicates that recall 
will be biased to make sense of the substance misusers 
current circumstances i.e.'addicted' (McAllister and 
Davies, 1991). It is these retrospective accounts that will 
influence the development of a narrative model of 
addiction. There is, it would appear, a clear source of 
confounding of psychoanalytic theory by subjectivity, 
inherent in using narrative accounts. Though this problem 
is not isolated to the addictions arena but permeates 
through psychoanalytic theory generally, a fundamental 
limitation of empirical credulity is reached in spite of 
the fact that most analysts believe that their case history 
accounts are empirical.
The inaccessibility to scientific enquiry of concepts such 
as mental defence mechanisms is problematic in developing 
a narrative model of addiction. Again, this is an issue for 
psychoanalysis in general. However, since such concepts are 
pivotal to psychoanalytic theory, their existence is 
assumed without question, though accurate measures of such 
defences as projective identification, repression, denial.
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etc are not generally forthcoming (Busch et al, 1995) . This 
is principally because ego defence is gauged by the analyst 
in the therapeutic hour in terms of 'resistance', this 
essentially being a non-measurable concept.
1.5 Clues to the pathogenesis of alcoholism in 
dissociation
The concept of dissociation, though distinct in the context 
of psychodynamic definition from that of repression, 
possibly due to dissociation being categorised under the 
Diagnostic and Statistical Manual for Mental Disorders 
(DSM) version IV (1994), has many overlaps with the notion 
of repression in terms of therapeutic interpretation and, 
possibly, underlying psychological function. Freud's 
formulation of repression directly implied the presence of 
dissociative states, in this context, a dissociation being 
the consequence of a repression. Whether the underlying 
mechanism of dissociation is fundamentally different from 
that of repression, or dissociative and repressive states 
represent final endpoints of a common pathway process is 
not yet clear.
There may be little, if any, difference between a 
repression and a dissociation other than DSM-4 
pathologisation of dissociative states. Interestingly, as 
the DSM has been updated over the years from DSM-2, to DSM- 
3, through to DSM-3R and most recently DSM-4 (1994) , formal
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description of mental defense mechanisms such as 
repression, has reduced with each revision.
A useful definition of dissociation has been suggested by- 
Spiegel and Gardena (1991) as "structured separation of 
mental processes (e.g. thoughts, emotions, connotation, 
memory and identity) that are ordinarily integrated" 
(p.367) . The usefulness of such a definition is 
encapsulated within its broadness, for both psychodynamic 
and cognitive information-processing models of mental 
process are compatible with the description. Though DSM-IV 
includes within the dissociative disorders section a wide 
categorisation of dissociative states including 
dissociative amnesia, dissociative fugue, dissociative 
identity disorder. Ganser syndrome and dissociative trance 
disorder, it is clear that such cataloguing may be limited 
in examining the actual process involved which may be of 
both more clinical and theoretical relevance.
Conceptualising a process of dissociation as a process of 
mental defense, is more meaningful in terms of a continuum 
of dissociative defense can be postulated as being 
independent of aetiology and pathology. Therefore, the 
level of dissociation is variable as a function of the 
degree of threat. Studies of dissociative states in post- 
traumatic stress disorder (PTSD) sufferers would appear to 
be supportive of this position (McFarlane, 1986; Solomon et
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al, 1989) .
Abstracting dissociation to the established battery of 
mental defense mechanisms, including repression, the 
complex interplay of such defenses can be extrapolated to 
offer psychological accounts of a variety of deviant 
behaviours that represent extremes of normal behaviours. 
Considering individual mental defense operation along 
continuums, explanations can be offered for problem 
drinking behaviour as a reaction to trauma manifesting from 
a seemingly normal drinking pattern (Beckman, 1975) .
The crucial point is that aetiology becomes meaningless in 
terms of a disease process of problem drinking since 
trauma, real or intra-psychic, is the keystone to mental 
defense reactivity, and if viewed along a continuum, the 
progression from normal drinking to problem 
drinking/alcoholism may parallel mental defense reactivity 
and interplay to traumatic stress. The prospect of a 
disease conceived aetiology of alcoholism can thus be 
further negated by the notion that the pathogenic nucleus 
can, potentially, be externally induced (Bower, 1990). 
Further, a disease conception of alcoholism within this 
embryonic model can be only a 'second order' explanation of 
'diseased mental defenses'. Such a 'second order' 
explanation is unlikely in the extreme because mental
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defenses represent psychological constructs whose natural 
quality is to be in a state of flux. Since conception of a 
mental defense pathogen is improbable, measurement is 
likely to be meaningless in terms of disease.
The evidence that following a traumatic experience 
dissociation occurs in some but by no means all individuals 
(Cardena and Speigel, 1989) has led to the proposition of 
a two component model of dissociation (Janet, 1907; 
Kihlstrom et al, 1993) . According to this model 
dissociation occurs as a result of trauma, however certain 
people are predisposed to dissociation following stress via 
the process of dégénéréscence. Degenerescence refers to the 
process by which the dissociation sensitive individual 
lacks the psychological architecture to integrate 
elementary content-specific structures into a single 
consciousness.
In the extreme dissociative state identified using the DSM- 
IV criteria for dissociative identity disorder, it has been 
found that in excess of 90% of individuals report histories 
of either severe physical and/or sexual abuse (Saxe et al, 
1993). These retrospective accounts have been shown to be 
accurate in the majority of cases from the evidence given 
by corroborative accounts (Coons and Milstein, 1986) . 
Studies employing relatively large sample sizes (e.g. >3 0 0) 
have found highly significant correlations between
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childhood experiences of physical and sexual abuse and
dissociation in adults. Nash et al (1993) found that in a
comparison of abused and non-abused women, abuse was
associated with a greater use of dissociation, indicating 
the reflexive aspect of the mechanism in relation to an 
actual past traumatic occurrence. This serves to illustrate 
the dynamic quality of mental defense mechanisms.
1.5.1 Dissociation and substance abuse
Recent evidence that dissociation is commonly experienced 
by those with a wide variety of psychiatric problems (Chu 
and Dill, 1990), including eating disorder (Demitrack et 
al, 1990), and has a relationship with trauma, has
refocussed the process onto a number of psychopathologies 
including substance abuse.
Warshaw et al (1993), investigated the occurence of
dissociative phenomena in a large population (N=688) of
subjects with a diagnosis of anxiety disorder. Subjects 
were categorised into two groups, those with histories of 
trauma, including PTSD, and those with no history of 
trauma. It was found that the group characterised by a 
history of trauma had significantly higher rates of
alcoholism than the non-trauma group.
Bloch (1991) reported that chemical dependency as a feature 
of drug or alcohol addiction may conceal an underlying
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dissociative dysfunction. Though Bloch's position on 
chemical dependency was theoretical rather than empirical, 
an investigation conducted by Dunn et al (1993), revealed 
that in a substance misuse population in treatment, 41% 
expressed dissociative symptoms at a level that suggested 
further investigation was required for a diagnosis of 
dissociative disorder. Using the F scale of the MMPI-2 as 
a measure of psychological discomfort, it was found that 
this was the main contributor (16%) to variance in the 
level of dissociation, followed by race, with blacks having 
a higher level of dissociation than whites (7%), and I.Q. 
(2%) .
Though there are many criticisms of Dunn et al's (1993) 
study, in particular, the Dissociative Experiences Scale 
(DES) used to measure level of dissociation has not been 
validated to account for cultural bias, the use of a 'mixed 
bag' of substance abusers from alcoholics to cocaine users 
and polyabusers, and the fact that 43% of the subject 
population had a dual diagnosis (substance abuse and 
psychiatric disorder) , this study does represent a 
psychologically significant investigation since it 
attempted to identify dissociative symptomology within a 
substance abuse population and also investigated abuse 
history of the subjects (a source of trauma in relation to 
the models outlined earlier). Interestingly, and as a 
complicating issue in relation to the trauma theories
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outlined, Dunn et al's (1993) study indicated that 
childhood abuse did not significantly predict dissociation 
level. However, a re-evaluation of this data set reveals 
the possibility of a confound in the categories of abuse. 
The five categories of abuse (DES mean scores in 
parentheses) used ranged from none (14.72), mental (17.88), 
physical (19.25), sexual (20.63) and multiple (14.67). Two 
issues are salient here, one is that the finding of a non­
significant difference could be due to the multiple abuse 
category having the lowest score (level of dissociation) 
and hence negating a main effect of abuse since the other 
abuse categories have DES scores significantly above the no 
abuse condition.
A more important conceptual issue however is that if these 
results can be read as accurate and it is assumed that the 
DES is measuring actual dissociation, then this evidence 
would appear to indicate a trend toward multiple abuse 
having a counter-dissociative effect i.e. re-intégrâtion of 
experience through multiple trauma.
Case material (Evans, 1987) does also support a link 
between dissociation and alcoholism as mechanisms of 
defense in dealing with the trauma of being brought up 
within a dysfunctional family.
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Trauma appear to be crucial to the expression of 
dissociative states. There is much compelling evidence to 
support trauma at both an individual (Treece and Khantzian, 
1986), and societal (Simmel, 1948/1994) level being
associated with the manifestation of alcoholism.
1.5.2 Integration of dissociation and repression into a 
unified concept
It has been implicated in section 1.3 and restated in 
section 1.14, that a key issue with operationalising the 
concept of repression is the problem of clarity of 
definition. Again, the issue is similar with the concept 
of dissociation but perhaps even more unclear because, 
paradoxically, DSM-IV categorisation of dissociative 
states has imbued the notion with an aetiology that 
removes the concept from that of a mechanism of mental 
defense.
Using the Spiegal and Cardena (1991) definition of 
dissociation in concert with the notion of mental 
defense, it is clear that dissociation and repression act 
on the same type of mental events, with the same 
objective, essentially, to reduce anxiety incompatible 
with the concept of self.
A proof of a unified notion of dissociation and 
repression must be how closely clinical observations fit
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the concept. Indeed, since the evidence from a variety of 
clinical studies would seem to indicate that repression 
and dissociation describe the same process (Ross et al, 
1991; Fonagy and Target, 1995), it would seem that the 
individual concepts have been differentiated largely on 
grounds of problematical definition, and clinical, and 
theoretical convention.
Lindsay and Read, (1994) reported on the childhood 
experiences of 33 0 psychologists and found that of the 
24% that reported sexual or physical abuse, of these 40% 
had an amnesia regarding the abuse for a length of time, 
and 50% of these individuals had begun to retrieve the 
memories of abuse during psychotherapy. In the remaining 
50% where the abuse was forgotten, the abuse was 
externally validated by third parties.
A crucial variable in this study was severity of abuse. 
Individuals who had experienced multiple abuse were far 
more likely to report forgetting that the experiences 
had happened. The severity factor would seem to indicate 
that the process of repression/dissociation is indeed 
variable depending, as stated earlier, on the severity of 
threat. Interestingly, the question of threshold of 
defense mechanism activation is raised since individuals 
do recall trauma. Individual differences in threshold for 
defense activation may, coincidentally, provide an
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alternative account via reification, of the notion of 
degenerescence. Degenerescence then, may be 
representative of a complex cognitive process with 
distortion arising from individual-differences in lowest 
order information-processing activation level.
Though there have been doubts expressed about the 
explanation of these these amnesias as being 
consequential of defense mechanism processes such as 
repression (Loftus et al, 1994), these criticisms have 
been largely addressed (Williams, 1994), since the 
typology of the amnesia is extremely problematical to 
reconcile within a 'episodic ecphory' (Tulving, 1976) or 
'levels of processing' (Craik and Lockhart, 1972) model 
of forgetting over time. 'Flashbulb' memories (Brown and 
Kulik, 1976; reported in Neisser, 1982) characterised by 
high emotionality and arousal at time of encoding, should 
according to classical memory theory, make memories of 
trauma and abuse especially persistent. Since this is 
clearly not the case, this provides further, albeit 
anecdotal, evidence for inhibitory mental defense 
processes akin to repression/dissociation.
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1.6 Typology of trauma
The invocation of a repression or the expression of a 
dissociative state are defined as responses to trauma. 
Though defining types of trauma is fraught with 
difficulty, an attempt has been made to differentiate 
trauma with some empirical support for the model (Terr, 
1991). Terr's model distinguished between type 1 
traumatic events characterised by involving single, 
unpredictable events such as rape or earthquake. Type 2 
trauma on the other hand, is typified by the quality of 
continuity, i.e. repeated physical and/or sexual abuse in 
which psychological changes to the sense of self are 
induced by feelings of helplessness (Seligman, 1975) and 
fear of repeated trauma. Using Terr's categorisation of 
trauma, and relating this to dissociation, type 1 trauma 
would result in hyper-arousal and supra-processing of the 
experience leading to distorted encoding of the episode. 
Since such distortions would lead to an abnormal network 
of nodal connections in memory, the process of 
dissociation lies in the problem of connectedness of this 
abnormal pattern to the greater adaptive information- 
processing network. This process would be particularly 
emphasised in individuals who have deficient information- 
processing capacity.
There is some support for this notion from Dunn et al's 
(1993) study which demonstrated a significant negative
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correlation between I.Q. (intelligence quotient) and 
level of dissociation. It is arguable whether I.Q. can be 
a useful metaphor for information-processing capacity, 
but, in terms of 'fluid intelligence' involving higher 
order cognitive abstracting ability, which is a part of 
most I.Q. tests, the I.Q. measure does seem to be a 
useful index of information-processing. In the instance 
of type 2 trauma, the processes of coping would appear to 
be fundamentally different from type 1 trauma. The 
continuity factor, typified by type 2 trauma, facilitates 
the use of mechanisms of adaption in order to part- 
integrate the experience, in effect to make some kind of 
sense of the episode. Though such mechanisms may include 
strategies such as denial to divorce the traumatic 
nucleus from conscious awareness (in effect, a 
repression), such cognitive efforts may lead to a 
fragmented and distorted sense of 'self leading to 
integration of psycho-destructive concepts such as guilt, 
shame, anxiety and low self-esteem.
Though support for Terr's model and its implications for 
dissociative processes is equivocal, clinical evidence 
does, to a limited extent at least, support this 
theoretical account.
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Fonagy et al (1996), in an examination of the 
relationship between attachment style and response to 
psychotherapy, utilized a similar model to that proposed 
by Terr and suggested that an important factor in the 
development of a dissociative reaction to trauma was the 
lack of cognitive dexterity in reflecting on inner mental 
states in both the self and in others. Since the 'other' 
may often be an abuser, this lack of capacity may be a 
consequence of abuse suffered and further, may represent 
an adaption strategy (i.e. Terr, type 1 and 2). Since the 
abusee lacks the capacity to reflect on the machinations 
of the abuser's psyche, principally because of the 
distress of imaginai exposure to the memory trace, the 
capacity to process is severely impaired giving rise to a 
state of dissociation. Fonagy and Target (1995) refer to 
the inhibition of this capacity in the genesis of 
dissociation. It is worth noting that in this context 
such inhibition serves as a metaphor for repression. 
Viewed in this way the effect of repression is to cause 
dissociation as a consequence of trauma. This position 
represents a modification to the argument presented 
earlier that repression is dissociation and vice versa. 
Further, inhibition of a capacity can be readily 
interpreted in information-processing terms thereby 
allowing the concepts of repression and dissociation to 
be explored within the realm of cognitive science, 
essentially facilitating quantitative analysis of an
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otherwise qualitative phenomenon.
Though instruments to assess the influence of 
dissociation and repression have been developed such as 
the Rorschach ink blot test (Rorschach, 1921/1981), 
interpretation of the results obtained has, generally, 
been in terms of therapy 'school of thought' rather than 
fundamental information-processing substrates.
In summary, there appears to be little to discriminate 
repression from dissociation in terms of psychological 
process. Differences between the two terms appear to 
exist only with respect to diagnostic and categorical 
convention. Repression and dissociation have been 
associated with the management or response to trauma and 
the anxiety that accompanies it. It is acknowledged that 
childhood experiences can be associated with elevated 
levels of adult dissociation. There is evidence to 
suggest that elevated levels of dissociation may be 
associated with substance abuse (Dunn et al, 1993) . Such 
evidence is consistent with the self-medication 
hypothesis.
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1.7 Alcohol and anxiety
The role of anxiety is fundamental to a mechanism of 
repression. Anxiety and mechanisms of reducing its 
effects are also central to the self-medication 
hypothesis of addiction. It is also clear from the 
literature that a relationship exists between both 
chronic and acute ingestion of alcohol and anxiety. It is 
therefore vital to examine the evidence regarding the 
relationship of alcohol to anxiety, in both clinical and 
experimental settings, in order to incorporate the 
present research on repression within the context of this 
relationship. A review of this area is important in 
understanding aetiological and functional aspects of an 
association between repressive defense and problem 
drinking behaviour.
Dual diagnosis is a common feature of individuals 
entering treatment for alcohol dependency (Helzer and 
Pryzbeck, 1988). The two commonest presenting co­
diagnoses are anxiety disorder and depression 
(Hesselbrock et al, 1985). Studies of hospital admissions 
to psychiatric wards and alcohol treatment units (ATU) 
have revealed that alcoholic patients often present with 
a clinical picture of elevated anxiety (Schuckit, 1983) . 
The results of follow up studies of alcoholics who have 
been detoxified and remain abstinent demonstrate that 
anxiety levels are generally at their highest on
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admission for detoxification, and fall rapidly with 
abstinence returning to normal levels between seven days 
and six months (Schuckit, 1983). The conclusions from 
these studies are that elevated anxiety levels prior to 
detoxification are attributed to the pharmacological 
properties of ethanol itself resulting in increased 
physiological reactivity and autonomic arousal (Allan, 
1995) .
These findings are inconsistent with the self-medication 
hypothesis of substance misuse because they intimate that 
alcohol itself is the primary cause of anxiety, rather 
than anxiety being a causal factor for excessive 
consumption as would be predicted by the self-medication 
hypothesis. Several problems with interpretation of the 
results of studies that support the ethanol-induced 
anxiety model are however clearly evident. Firstly, it 
has been established that a change in an individuals 
environment results in increased autonomic arousal that 
can be detected by standard anxiety and affect 
inventories (Miller and Norman, 1979) whether the patient 
is admitted for detoxification from alcohol, admitted to 
a surgical ward for a heart bypass operation, or in a 
non-clinical example, sitting an academic examination. 
Though all three examples may be characterised by 
increases in levels of anxiety, it is implausible to 
suggest that the heart bypass patient and the
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undergraduate student are experiencing elevated anxiety 
levels due to the pharmacological effects of alcohol I. 
Many studies that support the ethanol-induced anxiety 
model (Schuckit, 1983; Allan, 1991) have used a subject 
population undergoing in-patient detoxification, it can 
be argued, very strongly in fact, that these studies may 
be confounded by anxiety induced from the situational 
stress of hospital admission. Secondly, studies that 
support the ethanol-induced anxiety model invariably show 
a decrease in anxiety over time in the form of a trend 
^Johnston et al, 1991). In relation to the first point, 
it is clear that in common to any situational stressor 
(and entirely consistent with classical and operant 
models of conditioning), a period of adaption takes 
place, the salient feature being a return to normal 
baseline levels of anxiety.
Johnston et al's (1991) study looked at two groups of 
alcoholic patients undergoing detoxification. One group 
had a primary diagnosis of alcohol dependency while the 
second group had a dual diagnosis of alcoholism and 
anxiety disorder. It was found that the dual diagnosis 
group had significantly more severe withdrawal symptoms 
than the primary alcohol dependency group through all 
stages of the detoxification. Interestingly, following 
detoxification and at three weeks from admission, 
symptoms of withdrawal, including measures of subjective
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anxiety, did not reach baseline. Intuitively, one would 
expect that admission to a an ATU with accompanying 
separation from family and home, tacit situational cues 
(the ATU), and time off work, that counter denial of the 
problem, while emphasising the medical management of the 
'illness', would correspond with a greater degree of 
anxiety. In comparison, a brief out-patient follow-up 
appointment at six months, when the patient has 
maintained abstinence, and may well have entered a 
rehabilitation programme, or received one to one 
counselling or group therapy from a Community Substance 
Misuse Team (CSMT) would logically appear to be less 
anxiety inducting.
Thirdly, the patient's expectancy regarding the severity 
of withdrawal symptomology including anxiety will be 
influenced by expectations of detoxification and the 
individuals belief about the nature of their 'illness'. 
Chick and Duffy (1979) demonstrated that when alcoholic 
subjects were asked to give retrospective accounts of the 
order that their symptoms of dependence developed, a 
consistent finding was that their symptoms developed in a 
characteristic way from initially mild, to more severe 
symptoms. This finding was perceived as evidence for a 
developmental model of physical dependence to alcohol.
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Anderson et al (1981) however, replicated Chick and 
Duffy's study but used non-alcoholic subjects but asked 
them to list symptoms of dependence as if they were 
alcoholics. This study found that non-alcoholic subjects 
produced the same pattern of symptom dependence as the 
alcoholic studies providing evidence for an attributional 
model of dependence based on recall, in contrast to a 
model of ascending physiological dependence.
Owen and Butcher (1979) found using the Minnesota 
Multiphasic Personality Inventory (MMPI) that alcoholics 
showed elevations on scale 7 (Psychasthenia)which has 
been shown to be a reliable indicator of anxiety 
(Dahlstrom and Welsh, 1960). Compared with control 
subjects, it has been found that alcoholics score 
significantly higher on somatic anxiety, psychic anxiety, 
muscular tension, and psychasthenia scales of the 
Karolinska Scales of Personality (Hallman, 1991).
Finally, there is evidence to suggest that alcoholics are 
pre-morbidly more anxious than non-alcoholic subjects 
(Kammier et al, 1973).
Findings that support the notion of increased anxiety 
levels in pre-alcoholics are consistent with a 
developmental model of alcoholism influenced strongly by 
early environmental (social) factors, including 
relationships with parents and siblings (Beigel and
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Ghertner, 1979). Factors such as the early child-rearing 
environment are central to psychodynamic models of 
psychological development and psychopathology, including 
the formation of mental defense mechanisms to manage 
anxiety (Freud, 1915/1957). It would be predicted from 
psychodynamic formulations that excessive pre-morbid 
anxiety in alcoholics would be a consequence of the 
failure of mental defense mechanisms, particularly 
repression, to function optimally. Under the 
psychodynamic rubric alcoholism, and substance misuse 
generally, is representative of the use of a substance to 
pharmacologically bolster inadequate mental defense 
mechanisms.
This psychodynamic model of substance misuse is known as 
the self-medication hypothesis of addiction (as stated 
formally earlier in the text). According to the self- 
medication hypothesis, anxiety and its cognitive 
management, would be central to the concept of a defense 
mechanism of repression irrespective of whether 
repression is defined as a state (traditional 
psychoanalytic perspective) or a trait-like individual- 
differences characteristic as proposed by Weinberger et 
al's (1979) classification of repression. In both 
instances repression acts to protect the individual from 
feelings dangerous to the self-concept. This is 
consistent with findings (Jones, 1971) that inadequate
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coping devices are a feature of pathology in the 
presentation of alcoholism.
On the basis of a comparison of personality 
characteristic of abstainers and problem drinkers, Jones 
(1971) suggested that excessive drinking by problem 
drinkers was a pharmacological attempt to deal with 
feelings of inadequacy and despondency.
Though not necessarily informative regarding the 
aetiological aspect of pre-morbid anxiety, a theory that 
can be viewed as being supportive of the self-medication 
hypothesis at one level of abstraction is the tension 
reducing theory (TRT) of alcoholism proposed by Conger 
(1956) .
This influential theory of alcoholism continues to 
provide the basis of many contemporary studies four 
decades after its inception. Conger's (1956) original 
formulation is fundamentally a two-factor learning theory 
that is based on conditioning principles of avoidance 
behaviour. Using the assumption that alcohol has a 
primarily depressant pharmacological effect on the 
central nervous system, the theory proposes that alcohol 
ingestion reduces an underlying drive state of excessive 
anxiety. Being based on conditioning theories it was 
proposed that the underlying drive state of anxiety was
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linked to avoidance behaviour, this relationship being 
modified by exposure to ethanol. It is worthy of note at 
this point, that the terms tension and anxiety are, in 
the context of TRT, interchangeable. A critique of 
Conger's theory is that it is reductionist and unable to 
account for instances when observed anxiety actually 
increases following consumption of alcohol (Nathan and 
O'Brien, 1971).
Closer examination of Conger's theory does however, 
reveal that the theory itself is fundamentally complex 
and predictive of circumstances where anxiety would 
increase following alcohol ingestion. Conger proposed 
that the influence of alcohol on anxiety would be a 
function of the competing drives involved in the 
approach-avoidance conflict. Using this rubric Conger 
proposed that alcohol could reduce the level of anxiety 
sufficiently for the individual to obtain close enough 
proximity to a desired goal for an appetitive drive to be 
aroused. According to Conger, following arousal of this 
appetitive drive the conflict would increase and so 
consequently would the level of anxiety. It is arguable 
then that Conger's theory may have been unfairly 
criticised and that any appropriate criticism should be 
levelled at those who have interpreted and in so doing 
simplified Conger's theory.
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Support for the anxiolytic effect of alcohol ingestion 
has been forthcoming both in animal and human studies. 
Using rats, Brick and Poherecky (1983) showed that 
following administration of a relatively low dose of 
alcohol the stress-induced increase in corticosterone and 
non-esterified fatty acids was reduced. It is worthy of 
note to mention that the experimental paradigm employed 
by Brick and Poherecky used physical and psychological 
stressors. Under both types of stressor it was found that 
alcohol reduced anxiety. Focusing on the notion that 
alcohol reduces anxiety, this being defined in the 
context of TRT as fear and avoidance responses, there is 
much support from animal studies that support the 
proposition that alcohol ingestion does indeed reduce 
anxiety (Hodgeson et al, 1979).
Cappell (1975) reviewed evidence from animal studies and 
suggested that the evidence for an anxiety reducing 
mechanism of alcohol was equivocal. A closer examination 
of the reviews of Capell (1975) and Hodgeson et al (1979) 
does highlight a possible explanation for these 
conflicting findings. Hodgeson et al (1979) specify that 
for a study to be supportive of an anxiety reduction 
theory it must satisfy the criteria of evaluating the 
anxiolytic effects of alcohol on fear and frustration, 
essentially utilising procedures that induce experimental 
neuroses, passive avoidance and conflict. Animal studies
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that use fear and frustration as central experimental 
components are generally supportive of the anxiety 
reducing model.
Using human subjects and in contrast to treatment studies 
with chemically dependent alcoholic subjects undergoing 
detoxification, experimental studies have shown that 
following a moderate to high dose of alcohol, anxiety is 
reduced (Bandura, 1986). Using an exclusively male 
college student population Wilson et al (1980) , found 
that alcohol ingestion had an anxiolytic action and that 
this anxiolytic action was also dose dependent. It was 
found that a dose of alcohol equivalent to one gramme of 
alcohol to one kilogramme of bodyweight (a high dose), 
produced the greatest anxiolytic effect. Interestingly, 
Wilson and colleagues used an experimental paradigm where 
the subject was required to make a favourable impression 
on a female confederate of the experimenters. This is a 
crucial point, since it is well established that 
interpersonal evaluation and social anxiety are more 
likely to initiate drinking behaviour than other forms of 
experimental anxiety induction (Marlatt, 1984; Marlatt 
and Gordon, 1985).
Further, in relation to repression, situations that 
invoke concepts of interpersonal evaluation are more 
consistent with Freud's original formulation of
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repression as a mechanism of defending the individual 
against ideas, thoughts and emotions that threaten the 
self-concept.
Sher and Walitzer (1986) found a dose dependent 
relationship between alcohol ingestion and anxiety as 
measured by heart rate reduction and self-report of 
anxiety, again using a male non-clinical population. Sher 
and Walitzer's study was also of interest because it 
demonstrated that a significant reduction in heart rate 
in response to social anxiety was produced even with a 
low dose of alcohol (0.425 grammes per kilogramme of 
bodyweight). Other investigators continue to claim that a 
high dose of alcohol is required to reduce anxiety in 
response to a stressor (Sher and Levinson, 1982; Niaura 
et al, 1988; Zeichner et al, 1983).
It is clear from the studies cited above that the 
relationship between anxiety and alcohol is a complex 
one. Factors such as expectancy of the effect of alcohol, 
attributional bias and locus of control, self-esteem, 
negativity bias, experimental paradigm type, 
environmental setting, and individual differences will 
influence the data obtained from studies examining the 
theoretical relationship between alcohol and anxiety.
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Using observational and physiological measures, Wilson 
and Abrams (1977) demonstrated the importance of belief 
structures in a study which showed that subjects who 
believed they had consumed alcohol manifested less 
anxiety than those subjects who believed themselves to be 
sober, this being irrespective of whether alcohol had 
actually been consumed or not. In a cross-population 
study, Goldman et al (1987) furnished evidence that 
expectations regarding the anxiolytic effects of alcohol 
were correlated with drinking behaviour. Langenbucher's 
(1985) study showed that the context in which alcohol was 
consumed would influence the anxiety response to alcohol. 
Langenbucher (1985) studied the effect of introducing a 
social stressor on a small group of alcoholics who were 
drinking in a bar setting. Prior to the introduction of 
the social stressor it was found that alcohol reduced 
anxiety, however after the introduction of the social 
stressor it was found that alcohol consumption was 
associated with increased anxiety.
A possible explanation of these findings has been 
encapsulated within information-processing models of the 
effects of alcohol on cognitive performance. Steele and 
Josephs (1988) have suggested that the route of action of 
alcohol on psychological distress is indirect. Based on 
established findings that alcohol affects information- 
processing capacity, Steele and Josephs (1988) suggested
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that the action of alcohol is to reduce cognitive 
abstracting ability and narrow perception to the most 
proximal cues. The effect of this cognitive 'funnelling' 
is to restrict attention to the more important and 
proximal details of immediate experience. Steele and 
Josephs (1988) propose that the activity in which the 
alcohol-dosed subject is engaged will be instrumental in 
determining the effects of alcohol. Succinctly, if the 
alcohol dosed individual is confronted with a stressor in 
the absence of a pleasant or neutral concurrent activity 
on which to focus, it would be predicted that anxiety may 
increase because attention will be focused to the 
immediate stressor. However, if the alcohol-dosed 
individual is engaged in a concurrent positive/pleasant 
activity, anxiety will be reduced because threatening 
cognitions will be blocked out of awareness, essentially 
the reduced allocation of information-processing capacity 
will be restricted to the pleasant activity. The results 
of Langenbucher's study is exactly what would be 
predicted by Steele and Josephs theory.
Within the theory proposed by Steele and Josephs (1988) 
is an interesting parallel with the process of 
repression. The key aspect here is that Steele and 
Josephs (1988) propose that attention allocation that has 
been pharmacologically impaired by alcohol results in 
threatening and distressing cognitions being kept out of
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conscious awareness. The assumption would therefore be 
that in the case of unimpaired attention allocation such 
negative cognitions would be processed at a conscious 
level i.e. the individual would be aware of these 
disturbing cognitions. This is not only consistent with 
Freud's formulation of repression but is also entirely 
consistent with recent studies that have defined 
repression as a trait, individual-differences variable, 
where the process of repression is described in avoidant 
information-processing terms (Bonanno et al 1991) . 
Further, such a position is consistent with the self- 
medication hypothesis in that individuals abuse 
substances such as alcohol to bolster malfunctioning or 
poorly developed mental defense mechanisms such as 
repression. Relating this to Steele and Josephs theory 
if, as proposed by the self-medication hypothesis, an 
alcoholic used alcohol to enhance a defense mechanism of 
repression, it is intuitive to assume that the individual 
difference involved relates to the attenuation of 
cognitions threatening to the self-concept. A further 
logically derived assumption would be that a feature 
distinguishing alcoholics from non-alcoholics could be 
derived from tasks that involve retrieval of negative 
events from memory and the differential processing of 
negative personally directed material.
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Extrapolating this to formal hypothesis testing it would 
be predicted that alcoholics would be poorer at 
repressing information threatening to the self concept. 
Using the Weinberger et al (1979, section 1.9) 
classification of coping styles, a further prediction 
would be that there would be fewer alcoholic repressors 
compared to non-alcoholics, and that alcoholic repressors 
would be poorer repressors than non-alcoholic repressors. 
Testing this hypothesis would be important also in terms 
of identifying possible aetiological factors, in order to 
determine if a specific differential cognitive 
deficit/difference is found in alcoholics that is related 
to the repression concept. Indeed, such hypothesis 
testing would be likely to be highly discriminative in 
identifying the crucial aspects of pathogenesis, because 
the notion that mental defense mechanisms are formed in 
childhood (Cramer, 1991) emphasises the importance of 
personal relationships to adaptive defense formation. 
Furthermore, since it has been proposed that appropriate 
mental defense formation can be damaged by traumatic 
events (Weinstock, 1967), the contribution of the early 
child-rearing environment to the psychopathology of 
alcoholism could be elicited. At its most basic then, a 
nurture contribution to alcoholism may be identified that 
is based in memory. Conversely, if non-alcoholic adult 
children of alcoholics were compared to controls and 
differences were found in repressive defense.
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particularly if the experimental task is implicit, and 
accepting that the subjects were appropriately matched, 
the possibility of determining a genetic contribution 
i.e. the nature aspect, presents itself in relation to 
the pathogenesis of problem drinking behaviour. 
Differences that may be found between alcoholics and non­
alcoholics in relation to recall, could also contribute 
to understanding inconsistencies in findings that have 
examined the relationship between stress and alcohol that 
have previously been explored at a primae facie level.
Rousso (1995) emphasised that learning to cope with 
anxiety was vital to achieving sobriety. Drawing on case 
material from alcoholics undergoing psychodynamic 
psychotherapy, Rousso (1995) explicitly states that 
alcoholics are characterised by thier use of outmoded 
defense mechanisms and that a key part of therapy is for 
alcoholics to be taught to recognise maladaptive defense 
mechanisms prior to acquiring new coping strategies.
1.8 Alcohol and depression
The other major dual diagnosis combination with alcohol 
is depression. Keller et al (1979) reported rates of 
clinical depression accompanying alcoholism of up to 71% 
depending on the method of assessment. A study by 
Weissman and Myers (1980) showed that among an alcoholic 
population, 44% had received a diagnosis of major
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depression, 15% minor depression, 6% bipolar depression, 
and 18% had been diagnosed as having a depressive 
personality. Klerman (1987) suggested that about 4 0% of 
alcohol dependent individuals will develop a clinical 
depression within two years of experience of severe 
withdrawal symptomology. Brown and Schuckit (1988) 
demonstrated that 42% of patients admitted to a treatment 
programme display clinical symptoms of depression. Like 
anxiety, it is unclear whether depression precedes 
alcohol dependency (Segal et al, 1980; Pearlin and 
Radabaugh, 1976), or is an effect of prolonged alcohol 
misuse (Brown and Schuckit, 1988) . Aneshensel and Huba
(1983) used causal modelling techniques and found an 
interaction between depression and alcohol use. They 
found that in the short term alcohol use led to decreased 
levels of depression, but in the long term, the use of 
alcohol led to an increase in the level of depression. 
Further they found that in the short term depression 
increased alcohol use, but alcohol use decreased in the 
long term.
Segal et al (1980) found evidence that drinkers used 
alcohol to self-medicate against feelings of low affect. 
Berlin and Radabaugh, (1976) identified that the use of 
alcohol represented a coping resource to deal with 
depression.
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Though depression and the 'depressed position' has a 
basis in psychodynamic theory in relation to repression 
(Klein, 1935/1975, 1940/1975; Winnicott, 1988), 
depression and in particular, protection from low affect, 
has latterly been associated with the possession of a 
repressive coping style (Myers, 1995).
This finding of a psychoprotective aspect of the 
repressive coping style would concur with the 
experimental predictions made in the following chapters 
that there would be fewer alcoholic repressors compared 
to controls and that alcoholic repressors should repress 
less effectively than control repressors. In essence, 
individuals may be vulnerable to the development of 
alcoholism because they fail to repress effectively.
1.9 Foundations of the repressive coping style
Investigations into repression have been hampered by 
methodological difficulties, particularly when repression 
is identified as a state concept. To facilitate 
laboratory rather than narrative investigations into 
repression the concept has been redefined into a trait, 
individual-differences variable using self-report 
questionnaires. Invariably the Byrne Repression- 
Sensitisation scale (R-S, Byrne, 1964) has been used for 
such empirical investigations. There are, however, some 
severe psychometric limitations with the R-S scale. The
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main limitation is the consistent finding that scores on 
the R-S correlate significantly and positively with trait 
measures of anxiety. Slough et al (1984) found that the 
R-S correlated with the Spielberger Trait Anxiety scale 
(STAI-T, Spielberger et al, 1970) with a positive 
correlation of 0.88. They also found that a comparison of 
the R-S scale to the Neuroticism scale of the Eysenck 
Personality Inventory (EPI, Eysenck and Eysenck, 1964) 
produced a positive correlation of 0.84. Comparisons 
between the R-S and the Manifest Anxiety Scale (MAS, 
Taylor, 1953) has produced positive correlations between
0.87 (Golin et al, 1967) and 0.91 (Sullivan and Roberts, 
1969). Due to these high positive correlations between 
the R-S and measures of trait anxiety, it is likely that 
the R-S lacks consruct validity in that R-S would be 
unlikely to be able to discriminate between genuinely low 
anxious and repressor individuals.
Recognising this confound, and in what amounted to a 
methodological advance, Weinberger et al (1979) redefined 
repression on the basis of scores obtained on self-report 
measures of trait anxiety and defensiveness. From these 
scores four types of coping style could be identified. 
Those who scored low on trait anxiety but high on 
defensiveness were defined as being repressors. 
Individuals scoring low on both trait anxiety and low on 
defensiveness were defined as being genuinely low
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anxious. Individuals scoring high on trait anxiety and 
low on defensiveness were defined as high anxious. 
Individuals scoring high on trait anxiety and high on 
defensiveness were defined as defensive high anxious (see 
Figure 1.1, p.66). The scale used to measure 
defensiveness was the Marlowe-Crowne Social Desirability 
scale (MCSD, Crowne and Marlowe, 1964). The advance here 
was that the MCSD measures repressive defense along a 
dimension isolated from trait anxiety. Correlations 
between scores on the MCSD and measures of trait anxiety 
have been generally low and more importantly negative. 
Using the EPI-N Gudjonsson (1981) reported a negative 
correlation of -0.47 with the MCSD. In an earlier 
comparison using the Manifest Anxiety Defensiveness Scale 
(MADS, Millemet, 1970), Millemet reported a negative 
correlation of -0.23 with the MCSD.
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Defensiveness Score
Anxiety Score Low High
Low Low Anxious Repressors
High High Anxious Defensive 
High Anxious
styles
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Weinberger et al’s (197 9) study compared the performance 
of 40 subjects selected on the basis of their scores on 
the MAS and MSCD using a phrase association paradigm. The 
total number of the initial subject pool was 201. The 40 
subjects constituted three groups: repressors, low 
anxious and high anxious, there being too few subjects 
fulfilling the criteria to produce the required numbers 
for a defensive high anxious group. Dependent variables 
included physiological indices including heart rate 
(electrocardiogram, ECG), skin resistance (spontaneous 
skin resistance responses, SSRR), forehead muscle tension 
(electromyograph, EMG) and the psychological indices were 
reaction time and verbal disturbance scores. The phrase 
association task consisted of the presentation of three 
types of phrases, these being of neutral, aggressive or 
sexual content. Subjects were instructed to respond to 
each stimulus as rapidly as possible with a phrase or 
sentence that completed the thought.
A main effect of coping style was found on the reaction 
time variable. Repressors were significantly slower to 
respond to phrases, followed by high anxious subjects, 
with low anxious subjects having the fastest response 
scores. Repressors were significantly slower to respond 
to aggressive phrases compared to low anxious subjects. 
Low anxious subjects also responded significantly faster 
to the sexual phrases than the high anxious and repressor
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subjects. Repressors demonstrated significantly more 
content avoidance than low anxious and high anxious 
groups. Repressors also had significantly higher verbal 
interference scores than low anxious subjects. On the 
physiological dependent variables more group differences 
were found. Repressors and high anxious subjects showed 
greater heart rate reactivity than low anxious subjects, 
these differences approaching significance. Under the 
SSRR variable, a near significant group effect was 
observed with repressors showing the greatest change and 
low anxious subjects the least. High anxious subjects 
fell between the low anxious and repressor groups. Again, 
under the EMG dependent variable, a significant main 
effect of group was observed with the repressor group 
showing significantly greater forehead tension than the 
low anxious and high anxious groups.
Prior to and on completion of the phrase associations 
tasks subjects were requested to complete the short form 
of the MAS (BMAS, Bendig, 1956). A key finding here was 
that the low anxious subjects did not alter significantly 
in their trait anxiety scores. In contrast, the 
repressors scores on the BMAS decreased significantly 
from 2.50 to 1.64. Weinberger et al concluded that the 
anxiety induction from the experimental procedure raised 
the repressors defensiveness regarding their own anxiety. 
High anxious subjects demonstrated a significant increase
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in BMAS scores following testing. Following the 
experimental procedure all subjects were requested to 
complete the trait version of the Cognitive-Somatic 
Anxiety Questionnaire (CSAQ, Schwartz et al, 1978). 
Repressors reported experiencing significantly less 
cognitive anxiety than the low anxious and high anxious 
groups. On the measure of somatic anxiety, repressors 
reported significantly less of this type of anxiety than 
high anxious subjects but no difference was found between 
the low anxious group and repressors. On this self-report 
measure, and in contrast to the high anxious and the low 
anxious groups, repressors demonstrated a dissociation 
between cognitive and somatic anxiety, repressors 
reporting that they experienced less cognitive anxiety 
than somatic anxiety.
In spite of their low level of reported subjective 
distress repressors were, according to behavioural and 
physiological measures, significantly more stressed than 
the low anxious subjects even though they had low scores 
on self-report measures of trait anxiety. The high 
anxious group had exhibited a pattern of responding which 
was psychologically and physiologically distinctive from 
the low anxious and repressor groups. Weinberger et al 
concluded that this study confirmed the construct 
validity of the three types of coping style. They 
affirmed that the repressor coping style involved the
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avoidance of threatening cognitions as indicated by their 
dissociation between cognitive and somatic anxiety and 
their decrease in trait anxiety following the 
experimental procedure. In spite of their self-reported 
low levels of anxiety, behavioural and physiological 
measures indicated that repressors experienced 
considerable anxiety. The main findings of this study 
have been replicated on a number of occasions (e.g. 
Gudjonsson, 1981) confirming the validity of determining 
coping styles as described by Weinberger et al (1979).
The possibility that Weinberger et al's (1979) findings 
regarding repressors may have been the result of high 
defensiveness only rather than the combination of low 
trait anxiety and high defensiveness was investigated by 
Asendorpf and Scherer (1983) by including a defensive 
high anxious group. Using the MAS and MCSD to determine 
coping style, Asendorpf and Scherer (1983) identified 
four groups of twelve subjects from a subject pool of 206 
male undergraduates. The four groups were low anxious, 
high anxious, repressor and defensive high anxious. Using 
a similar phrase association task to Weinberger et al 
(1979) the physiological measures used were heart rate 
and finger pulse volume amplitude (PVA). Video recordings 
of the subjects' faces were made using a hidden video 
camera in order to determine forehead tension. Self- 
ratings of anxiety were taken before and after the phrase
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association task.
A main effect of coping style type was observed on the 
self report anxiety measure with the repressor group 
reporting the least anxiety of all groups followed by the 
low anxious group, the defensive high anxious group and 
lastly, the high anxious group. The self-report anxiety 
scores were consistent across all groups with scores 
obtained on the MAS. Following the phrase association 
task, repressors reported no change in anxiety. In 
contrast, all three other groups reported an increase in 
self-report of anxiety following the task.
Repressors and high anxious subjects demonstrated 
significantly greater heart rate reactivity scores 
compared to low anxious subjects with defensive high 
anxious subjects falling in between for the duration of 
the task. On the measures of facial anxiety, a 
significant difference between groups was found, with 
repressors demonstrating greater anxiety than low anxious 
subjects during presentation of the affective phrases. 
High anxious subjects, as expected, demonstrated high 
facial anxiety during the affective component of the task 
with the defensive high anxious subjects falling between 
the low anxious group and repressors facial anxiety 
scores. No group differences were found on the measure of 
PVA. However, this may have been due to a methodological
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flaw, a ceiling effect. On the basis of baseline 
corrected heart rate, a measure of facial anxiety and 
self-reported anxiety, Asendorpf and Scherer (1983) 
concluded that repressors demonstrated a discrepancy 
between low self-report anxiety and high heart rate and 
facial anxiety. The finding that the defensive high 
anxious group tended to respond with intermediate scores 
on the measures of anxiety tended to indicate that 
repressors represented a unique group, emphasising that 
it was indeed the conjunction of low self-report anxiety 
scores in combination with high self-reported 
defensiveness that was associated with elevated levels of 
physiological reactivity. Again, this study elicited 
further evidence to support the observations of 
Weinberger et al (1979) that repressors exhibited a 
dissociation between self-report and physiological 
measures of anxiety.
A study by Newton and Contrada (1992) using an 
exclusively female subject set N=95 drawn from a subject 
pool of 597 undergraduates revealed the same pattern of 
findings on the repressive coping style as the studies 
reported thus far that used male subjects only. Female 
repressors demonstrated a dissociation between elevations 
in heart rate that were discrepant with their self- 
reports of negative effect. It is thus clear that the 
phenomenon of dissociative repression is present in both
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males and females.
Support for the view that the repressive coping style was 
analagous to processes involved in the psychoanalytic 
definition of repression has recently been found. Fritz 
et al, 1994), using a subject population of 10-15 year 
old children, found a high concordance (74-85%) between 
self-report measures of anxiety (Revised Children's 
Manifest Anxiety Scale), and self-report measures of 
anger (Anger Expression Scale), in classifying subjects 
as repressors. It was assumed in both instances that 
anxiety and anger related strongly to the negative affect 
assumed to be repressed.
It is concluded thus far that repressors differ 
qualitatively, in relation to their self-report of low 
anxiety and physiological reactivity, to low anxious, 
high anxious and defensive high anxious groups. These 
differences are summarised in Figure 1.2, p.74.
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Type of Coping Style
Low
Anxious
High
Anxious
Repressor Defensive
High
Anxious
Self-report
Anxiety
Low High Low High
Physiological
Reactivity
Low Low High Medium
and other coping styles as a function of perceived 
anxiety and physiological reactivity.
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1.9.1 Repression and memory
As early as 1950, Zeller concluded that negative events 
are less likely to be remembered than positive events and 
there is consensus among more recent theorists that 
repression involves a general inaccessibility of 
affective memories. There is, however, considerable 
divergence regarding the underlying mechanisms postulated 
to invoke and account for repression (Holmes, 1974). This 
difficulty with operationalising the concept of 
repression can be partly accounted for by it being 
primarily associated with Freud and thus consequently 
being very much part of psychoanalytic thought and 
secondly, the difficulty with which experimental findings 
on repression can be consistently interpreted (Holmes, 
1974) .
One consistent experimental finding has been that 
subjects demonstrate decreased recall of items associated 
with unpleasant or threatening experiences compared to 
items associated with neutral or positive experiences. 
Recall in the negative condition improves when the 
hostile associates are removed (Flavell, 1955). Whether 
these findings can be accounted for by a singular 
repressive mechanism is open to debate. Factors such as 
attentional locality (Holmes, 1974), attentional bias 
(Ybarra and Stephan, 1996) or level of arousal 
(Weinberger et al, 197 9) have been proposed to have
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differential effects on general inaccessibility of 
affective memories.
Using the Weinberger et al (1979) classification of 
coping style, a number of researchers have found a 
relationship between the possession of a repressive 
coping style and recall of autobiographical memories 
(Davis and Schwartz, 1987; Davis, 1990; Myers et al, 
1992).
Davis and Schwartz (1987) used three groups, low anxious, 
high anxious, and repressors. The experimental paradigm 
required subjects to free recall childhood memories up to 
the age of fourteen. It was found that repressors 
recalled significantly fewer negative memories than 
either the high anxious or low anxious groups. Further, 
the age of earliest negative memory was significantly 
later for repressors than the other two groups. It should 
be noted from a methodological point of view that a 
general finding has been that recall of childhood 
memories are both reasonably accurate and unaffected by 
transient mood states (Brewin et al, 1993) .
Davis (1987) replicated this study but included a 
defensive high anxious group and also examined the 
latency to retrieve memories of any age under cued 
recall conditions. These enhancements to the methodology
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were to ensure that repressors were not simply exhibiting 
a social desirability effect in recall and choosing not 
to report their negative memories. Using response latency 
as a measure of the accessibility of memories is widely 
established and accepted in cognitive science (Teasdale 
and Fogarty, 1979).
A significant main effect of group was revealed with 
response latency as the dependent variable. Repressors 
were slower at retrieving memories associated with fear 
and self-consciousness cues than all other groups. 
Repressors were also significantly slower at retrieving 
memories associated with anger than low anxious subjects. 
No difference in recall latency between groups was found 
when the cues happy, sad, and guilt were used. Davis 
concluded that repression constituted a limited 
accessibility to memories of negative affect especially 
those associated with anger, fear, and self- 
consciousness. This study provided evidence that the 
differences in recall between repressors and the other 
groups was not due to report bias.
A later study (Davis et al, 1988), investigated the 
remaining possibility that differences between repressors 
and non-repressors in recall was due to a response bias.
A response bias would entail repressors adopting a more 
conservative criteria for responding and the differences
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would be accountable to the repressors being over 
cautious. Four groups of subjects were identified 
repressors, low anxious, high anxious, and defensive high 
anxious from an initial pool of 136 undergraduates. A 
recognition memory paradigm was employed that involved 
the presentation of self and other referent sentences 
with either a positive or negative tone. During a 
learning phase, subjects were exposed to sentences from 
each category and asked to relate each sentence to their 
own lives. The objective of this instruction was to 
facilitate them processing the material in a meaningful 
way. Following this, a surprise recognition phase 
occurred where subjects were shown half the sentences 
from each category from which they had previously been 
exposed. The other half were new sentences. Using signal 
detection theory to measure response bias it was found 
that no significant differences were found between 
groups. This result indicated that repressors did not 
employ a more conservative response criterion than non­
repressors. Moreover, these results indicated strongly 
that the findings from the earlier reported studies on 
coping style reflected differences in memory processes 
between repressors and non-repressors. The inference here 
is that repressors avoid processing negative emotional 
material and that this reflects a deficit in the memory 
processing system.
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Using a dichotic listening task, Bonanno et al (1991) 
examined the specific nature of repressors' avoidant 
information-processing style. Subjects were divided into 
four groups, low anxious, high anxious, repressors, and 
defensive high anxious on the basis of their BMAS/MCSD 
scores. The paradigm consisted of the presentation of 
neutral and negative words simultaneously to each ear 
(i.e. Left ear-neutral words, right ear-negative words). 
Subjects were required to shadow the words from one ear 
and ignore the words entering the other. The dichotic 
listening procedure is a well established method of 
testing theories associated with perception, attention 
and performance. (Broadbent, 1958, 1982; Moray, 1959, 
1967, 1982).
The hypothesis tested was simple: if repressors were 
adept at utilising an avoidance processing strategy 
distinctive from non-repressors, they should be better 
than non-repressors at maintaining their attention to the 
shadowed channel since they should be more successful at 
ignoring the unshadowed channel. Repressors should 
therefore make fewer shadowing errors. The results showed 
that all groups made fewer shadowing errors when the 
words presented in the unattended channel were neutral 
compared to negative. Irrespective of whether neutral or 
negative words were presented to the unattended channel a 
main effect of group was observed with repressors making
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significantly fewer shadowing errors than the high 
anxious and defensive high anxious subjects. Repressors 
also made fewer shadowing errors than the low anxious 
subjects though this difference was statistically 
marginal. In essence, the study showed that while 
presentation of negative words to the unattended channel 
was associated with more shadowing errors across all 
groups, this effect was less disruptive for repressors.
It was concluded that repressors have a general capacity 
to avoid information-processing not only of negatively 
toned material but also for neutrally-toned material.
Following the experiment, subjects were asked to complete 
the Cognitive Interference Questionnaire (CIQ, Sarason et 
al, 1986) . The CIQ was developed as an instrument to 
measure the presence or absence of intrusive thoughts 
which distract attention from a concurrent task. The 
items consist of both task related and task unrelated 
questions. A main effect of group was found with 
repressors reporting significantly more interfering 
cognitions on task related and task unrelated measures 
compared to non-repressors.
It was concluded that repressors may avoid processing 
stimuli in the non-attended channel by the use of a self­
distraction strategy. This was generalised to the notion
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that repressors are especially skilled at maintaining an 
attentional focus away from the material they wish to 
ignore. Bonnano et al (1991) claim that this capacity 
allows repressors to avoid or attenuate the processing of 
unwanted material.
A criticism of this study was that the subject population 
was rather small (N=37), resulting in few subjects in 
each of the four groups. The possibility existed that 
strong theoretical conclusions were drawn from too few 
subjects. However, using a stroop paradigm, Dawkins and 
Furnham (198 9) defined three groups, low anxious, high 
anxious and repressors based on subjects scores on the 
MCSD/STAI-T. Each group consisted of twelve subjects.
The paradigm consisted of three stroop tasks. These were:
1. The standard stroop task where five colours were 
presented in each of the colours, 2. a neutral condition 
where ten neutral words were presented in the five 
colours and finally, 3. an emotional stroop of ten 
threatening words presented in each colour. A card 
presentation system was used. The dependent variable was 
the latency to name the colour ink of the presented word.
The results were supportive of Bonnano et al's (1991) 
interpretation of their data. Repressors were found to be 
significantly slower at naming the colours of the
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negative words compared to the neutral ones. In contrast 
no difference in word type (negative/neutral) was 
reported for low anxious subjects. The high anxious 
subjects were slower at naming the colours of the 
negative words compared to the neutral ones, but this 
difference was half of that demonstrated by the repressor 
group. Commenting on Furnham and Dawkin's (1989) 
findings. Fox (1993) suggested that repressors could 
really be high anxious individuals who lie on self-report 
measures of trait anxiety or, they may be truly low 
anxious because of the properties of some unique "active 
attentional defensive heuristic" (Fox, 1993, p.208). In 
view of the qualitatively different characteristic 
between repressors and high anxious subjects on a variety 
of physiological and behavioural measures Fox's first 
suggestion that repressors may simply be high anxious 
liars seems unlikely. Indeed she later comments that 
"increased latencies may have reflected REPs [repressors] 
tendency to avoid processing the whole coloured threat 
stimulus, in which case they were more threat avoidant 
than the LA [low anxious] subjects, and the second 
hypothesis [the use of a unique active attentional 
defensive heuristic] is supported" (Fox, 1993, p.208) .
Fox (1993) conducted an experiment to investigate the 
possibility that repressors used an attentional defensive 
heuristic using the attention allocation paradigm
82
developed by Macleod et al (1986). Three groups of 
subjects were identified low anxious, high anxious and 
repressors based on subjects scores on the MCSD/STAI-T. 
The attention allocation paradigm could be used to 
identify whether repressors either allocated attentional 
resources toward threat material, in which case this 
would be supportive of the notion that repressors are 
really high anxious individuals or, if repressors 
attentional resources were directed away from threatening 
material this would provide evidence to support 
repressors use of an attentional avoidance heuristic.
The results showed that repressors demonstrated a 
characteristic pattern of responding that was distinct 
from the low anxious and high anxious groups in relation 
to socially threatening words. High anxious subjects 
shifted their attention toward socially threatening 
words, whereas low anxious subjects showed no consistent 
pattern of attention allocation irrespective of the 
content of the presented material. Repressors, on the 
other hand, shifted their attention away from the 
socially threatening words. The results of this 
experiment were highly supportive of Bonnano et al's 
(1991) findings and suggested that repressors 
automatically filter out socially threatening material by 
means of an independent attentional bias mechanism. Fox 
concluded that repressors are truly low anxious but only
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because of their ability for avoidant information- 
processing.
The avoidant information-processing hypothesis of 
repression has been supported by studies that have found 
that repressors have relatively impoverished emotional 
associative pathways compared to non-repressors (Hansen 
and Hansen, 1988; Hansen et al, 1992). Thus repressors 
would be less likely to prime associated emotional 
memories than non-repressors. This picture of less 
complex associative pathways in repressors has been 
confirmed by other investigators (Sincoff, 1992). These 
studies have found confirmatory evidence to support the 
notion that the emotional deficit associated with 
repressors is present at both the encoding and retrieval 
stages of memory. Repressors appear to experience fewer 
secondary, non-dominant emotions than non-repressors 
(Hansen and Hansen, 1988; Hansen et al, 1992) and 
consequently appear to be less uncertain in how they feel 
(Sincoff, 1992). This is further evidence for repressors 
possessing a unique mechanism avoidant information- 
processing that protects the repressor from experiencing 
negative affect.
Studies conducted by Baumeister and Cairns (1992) and 
Newton and Contrada (1992) which examined self­
presentation and self deception issues in relation to
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repressive dissociation, seem to be supportive of the 
notion that the repressive coping response is activated 
in repressors when confronted with psychologically 
threatening situations in which attention is directed 
toward the self. Repressors were shown to use self- 
deception and self-presentation strategies that bolster 
the concept of self.
It would seem that when repression is defined as a 
cognitive coping style as in the Weinberger et al (1979) 
classification and re-fenced within contemporary 
information-processing accounts, the above studies seem 
to strongly indicate that the actual mechanism of 
repression is entirely consistent with Freud's 
psychoanalytic description of its function as "turning 
something away and keeping it at a distance from the 
conscious" (Freud, 1915/1957, p.147).
1.9.2 Repression and childhood
Weinstock (1967) found in a longitudinal study of 39 
males that repression was related to the early family 
environment but only slightly related to the adolescent 
family environment. Cramer (1991) cites clinical evidence 
from which she concludes that defensive coping styles 
develop from childhood. In essence, a causal aetiology of 
repression based on early childhood experiences has major 
implications in the conceptualisation of a range of
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psychopathologies and in the conduct of 
treatment/therapy.
Expanding on Cramer's (1991) assertion that mental 
defense mechanisms, particularly repression, develop 
during childhood, Myers and Brewin (1995), using the 
Weinberger et al (1979) classification of coping styles 
found that repressors retrospective accounts of their 
childhoods were more likely to be associated with 
paternal antipathy and indifference. It was found among 
the all female undergraduate subject population that 
repressors reported less emotionally and physically close 
relationships with their fathers. A critical feature of 
the study of Myers and Brewin (1995) was the 
identification of an association between reports of 
adverse childhood events and the expression of a 
repressive coping style. Indeed this finding presented 
compelling evidence that the Weinberger et al (1979) 
classification of repressive coping style was consistent 
with the Freudian concept of repression as a mental 
defense against trauma induced anxiety. Though Myers and 
Brewin (1995) used a semi-structured interview to assess 
subjects accounts of their childhoods, questionnaire 
methods of assessing experiences of parenting are 
arguably a valid means of investigating repressors 
retrospective parental relationships, since social 
desirability as measured by the MCSD is only very weakly
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associated with such measures (Brewin et al, 1992).
Evidence that the repressive coping style develops during 
childhood and is strongly influenced by environmental 
events has been found by Canning et al (1992), in a study 
examining the adaptive style of children (age range 12-18 
years) with cancer. Compared to a group of healthy 
controls, the children with cancer reported significantly 
lower levels of depression (using self-report measures). 
Further, a signficantly higher number of the children 
with cancer were classified as repressors compared to the 
healthy subject group (using the Weinberger et al, (1979) 
classification). Canning et al (1992) concluded that 
repressive adaption was an instrumental factor in 
explaining why children with cancer report low levels of 
distress.
1.9.3 Repression and trauma
Evidence from studies of post traumatic stress disorder 
(PTSD) demonstrate examples of repression of trauma 
related material, and the adoption of behavioural 
avoidance strategies such as increased smoking, drug and 
alcohol use (Joseph et al, 1993) and cognitive avoidance 
such as self-distraction with more pleasant thoughts 
(Horowitz, 1986). Weinberger et al (1979) suggested that 
only those thoughts intolerable to an individuals self- 
concept were likely to be repressed, this view being
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consitent with Freud's psychodynamic notion of 
repression. Joseph et al (1991) suggest that, in the case 
of PTSD survivors, and using a subject population drawn 
survivors of the Herald of Free Enterprise ferry 
disaster, other factors such as attributional style are 
centrally involved in any repressive mechanism.
1.9.4 Repression and Pathology
Cognitive coping style has been demonstrated to be a 
factor in determining the prognosis in a number of 
physical illnesses. It has been demonstrated that 
differences exist in the way that individuals tolerate 
and report physical sensations as a function of their 
cognitive coping style. Cancer patients undergoing 
chemotherapy have been shown to report fewer and less 
severe side effects from treatment if they have a 
repressor coping style compared to patients with other 
coping styles (Ward et al, 1988). Kneier and Temoshok
(1984), in a study examining coping style in relation to 
malignant melanoma and cardiovascular disease, found that 
a repressor coping style was associated with a higher 
incidence of cancer and a poorer prognosis. It has 
further been found that disease-free individuals who use 
a repressive coping style are more likely to develop 
cancer in later life (Grossarth-Maticek et al, 1982) . It
has also been established that prior to diagnosis of 
malignancy, patients with suspicious tumours exhibited
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more repressive coping behaviour than patients whose 
tumours were later diagnosed as being benign (Morris et 
al, 1981) .
Evidence from studies on cognitive coping styles supports 
the position that individuals, when under perceived 
threat, mobilise their existing resources, including 
patterns of defense (Lazarus and Folkman, 1984) rather 
than develop new styles of threat management. Jensen 
(1987) examined the efficacy of self-report measures in 
predicting the course of breast cancer. It was found that 
negative outcome was significantly associated with a 
repressive coping style. Interestingly, other significant 
concommitants of negative outcome included chronic 
stress, comforting daydreaming, helplessness-hopelessness 
and impoverished expression of negative effect. Niaura et 
al (1992) found that male repressive copers had 
significantly higher blood cholesterol levels compared to 
truly low anxious male subjects suggesting that males who 
repress negative emotions may be at heightened risk of 
arteriosclerotic diseases.
Jamner et al (1988) found that individuals with a 
repressive coping style were more likely to have impaired 
immune function, while King et al (1990), found that 
repressors had significantly elevated resting systolic 
blood pressure levels and also demonstrated increased
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systolic blood pressure reactivity during a cognitive 
performance task in comparison to non-repressors.
A study by Brown et al (1996) showed that repressors had 
elevated salivary cortisol levels in comparison to non­
repressors, high cortisol levels being generally 
associated with increased levels of anxiety via the 
mechanism of the hypothalamic-pituitary-adrenal axis 
(HPA).
Recent evidence relating the manifestation of a 
repressive coping style to exclusively poor pathology and 
psychopathology is equivocal. The study by Niaura et al 
(1992) found that in female subjects only, a repressive 
coping style was associated with lower blood cholesterol 
levels, and inferentially, less risk of arteriosclerotic 
disease. It has further been established that repressors 
demonstrate a self-serving attributional bias which is 
likely to be psychoprotective (Davidson and Weinberger, 
1992).
A cognitive style that emphasises positive self­
attributions may exacerbate the reduction of the 
experience of negative affect in response to a perceived 
threat and enhance self-esteem, both being concommitants 
of lowered risk of psychopathology (Taylor, 1991; Taylor 
and Brown, 1988). At one level of abstraction support for
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such a position can be alluded to by investigations of 
depressive illness that suggest that a distinguishing 
feature of depression is the breakdown of 'self- 
deceptive' cognitive mechanisms (Alloy and Abramson,
1988) . Campbell and Tesser (1983) found that repressors 
demonstrated a self-serving hindsight bias while in a 
study of affectively toned feedback, Baumeister and 
Cairns (1992) demonstrated that repressors and high MCSD 
scorers showed impairment in recall of negative self­
relevant feedback and avoidance of threatening cues 
except when the attention to such cues were salient to 
adaptive self-presentation.
Consistent with the notion that a repressive coping style 
may be psychoprotective. Lane et al (1990) have 
demonstrated that high MCSD scorers tend to have less 
incidence of affective disorders over the life course. 
Tomarken and Davidson (1994) in an investigation of 
mid-frontal and lateral frontal sites of the brain using 
electroencephalograms (EEC), found that repressors 
demonstrated relative left hemisphere activation whereas 
relative left hemisphere hypo-activation (the opposite 
pattern) has been associated with increased negative 
affect (Davidson, 1992). Allen et al (1993), demonstrated 
that depression was associated with relative left 
hemisphere hypo-activation while Davidson et al (1993), 
showed that children at increased risk of anxiety or
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affective disorder were more likely to present with 
relative left hemisphere hypo-activation compared to 
controls. Tomarken and Davidson (1994) concluded from 
their EEG study that relative left frontal hemisphere 
activation, which discriminated repressors from non­
repressors, could be a crucial factor in reduced risk of 
psychopathology.
Lorig et al (1995) found evidence to support the notion 
that repressors do not process personally threatening 
information to the same degree as non-threatenting 
information. Using EEG measures, it was found that 
repressors demonstrated a relative lack of cognitive 
activity compared to non-repressors during the recall of 
memories associated with negative affect. This study 
provides further support for Tomarken and Davidson (1994) 
suggestion that repressors differ from non-repressors at 
a neurologically discrete level.
General systems theory accounts propose the view that 
emotions are processes acting on different levels of 
behaviour, and regulated by a control system (Schwartz, 
1983), thus offering a partial explanation of 
dissociative phenomena. In relation to cognitive coping 
style, and in particular repression, an integrated model 
has been formulated by Schwartz (1977, 1983) to 
incorporate dissociative effects with regard to pathology
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and psychopathology. This model is called disregulation 
theory (Schwartz, 1977, 1983).
1.10 Disregulation theory
Attempting to produce a gestalt from control theory, 
systems theory, and contemporary cybernetics, Schwartz 
(1977, 1983) formulated disregulation theory. According 
to disregulation theory, health maintenance depends on 
the balanced interaction between the systems and 
subsystems of the organism's neuro-chemical pathways. The 
model proposes that homeostasis is maintained by the 
return to baseline following arousal via the monitoring 
of physiological signals. It has been postulated that a 
cycle of hyperarousal and failure to return to normative 
baseline levels can be produced as a consequence of 
failure to attend to the physiological signals. Schwartz 
speculated that chronic inattention would lead eventually 
to symptom formation and disease as a manifestation of 
discord between the organism's systems and subsystems.
The distinctive feature of disregulation theory when 
compared to the traditional stress-illness model (Selye, 
1956, 1985) is the notion that a degree of distress and 
subsequent attention to the distress is required to 
facilitate homeostasis. Individuals who fail to attend to 
or acknowledge distress are, according to disregulation 
theory, to be more likely to develop illness. 
Disregulation theory makes no inferences as to the nature
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of the 'desired' stress or its intensity, since the 
theory does not make explicit the specific signals which 
are required to be attended to in order to maintain 
homeostasis. An important tenet of disregulation theory 
is that rather than increased levels of stress in 
isolation being a predictor of increased risk of disease 
and poorer prognosis, failure to attend to distress and 
subsequent failure to adopt vigilant coping responses is 
seen as a more salient feature in pathology. A pattern of 
non-attention to signals of distress is characteristic of 
individuals manifesting a repressive coping style. 
Certainly dissociation between psychological and 
physiological levels of arousal have been established as 
distinguishing differences between repressors and non­
repressors (indeed this was evident from Weinberger et 
al's (1979) original repression experiments), such 
findings are consistent with the concept of disregulation 
theory and its role in pathogenesis. There have been 
other attempts to develop a psychobiological model of 
disease initiation involving cognitive coping styles.
Bahnson and Bahnson (1964) developed the theory of 
psychophysiological complementarity, according to which, 
stress induced somatic regression is partially determined 
by ego defense mechanisms and cognitive coping styles.
The theory emphasised the important role of family 
systems in the pathogenesis of illness. Bahnson and
94
Bahnson's (1964) theory predicts that cancer prone 
individuals would come from family systems that emphasise 
repressive coping whereas individuals prone to myocardial 
infarction would be more likely to have family 
backgrounds that emphasise academic and career success 
and attainment of normative social milestones. Empirical 
support has been found to be consistent with the theory 
of psychophysiological complementarity (Bahnson, 1971) .
Perhaps the most important feature of studies that have 
linked a repressive coping style with a variety of 
physical illnesses are the utility of the coping style 
concept across the development, diagnosis and prognosis 
of illness and also the acknowledgement that cognitive 
coping styles cannot be discrete from normative 
physiological function. The important role of the family 
environment in the formation of cognitive coping styles 
has been established (Cramer, 1991), therefore 
psychobiological models which emphasis the role of 
cognitive coping styles in pathology must implicitly 
assent to the important function of the early nurturing 
environment in the development of adult pathology and 
psychopathology.
Cognitive coping styles do seem to be insidious to all 
aspects of daily living whether this be related to threat 
management, homeostasis, or disease process. Normal life
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experiences that produce characteristic patterns of 
emotional and physical changes have emphasised the 
importance of cognitive coping in symptom attenuation in 
areas traditionally defined as 'non-pathological' such as 
pregnancy. Rofe et al (1981) found that repressors 
experienced less physical pain, depression and state 
anxiety than non-repressors during the course of 
pregnancy. Rofe and colleagues also found that repressors 
described the pains of childbirth as being significantly 
less severe when compared to non-repressors.
In a more recent study, Rofe et al (1993), found that 
during pregnancy repressors reported less emotional 
distress and less revulsion to food and less olfactory 
distress during the entire course of pregnancy. 
Repressors also reported less nausea, vomiting, headaches 
and dizziness during the first trimester of pregnancy in 
comparison with non-repressors. Myers (1995) found that 
repressors scored significantly lower (less depressed) on 
the Toronto Alexithymia scale compared to non-repressors. 
This suggested strongly that repressors' typical 
selective information-processing strategies were indeed 
psychoprotective.
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1.11 Summary of the repressive coping style
Contemporary accounts of repression have examined the 
possible role of several distinct cognitive processes.
For example, Bower (1990) identified a number of 
cognitive processes thought to be responsible for 
repression, and speculates that the largest contributor 
to forgetting is retrieval failures. Essentially 
retrieval failures emphasise the role of cue success or 
failure in retrieving the target memory, such cue success 
or failure is contingent on circumstantial factors. In 
contrast, Bjork (1989) describes the process of 
repression to be active, inhibitory, specific, and goal 
directed thereby defining an active avoidance mechanism. 
According to Bjork, retrieval is inhibited to specific 
items in memory.
This section has presented compelling experimental 
evidence for Weinberger’s (1979, 1990) supposition that 
repressors are a distinct group of individuals whose 
cognitive coping style protects the repressor from the 
experience of negative affect. Repressors seem also to 
employ a number of strategies to validate their belief 
that they do no experience excessive negative affect.
The mechanisms repressors appear to utilise to prevent 
the experience of unpleasant cognitions seem to be 
automatic as evidenced from dissociations between self-
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report and physiological measures of stress (Asendorpf 
and Scherer, 1983; Weinberger et al, 1979). Repressors 
demonstrate restricted access to negative 
autobiographical memories (Davis, 1987; Davis and 
Schwartz, 1987) . These results were consistent with the 
hypothesis that repression involves inaccessibility of 
negative emotional memories and, that repression is 
associated with the inhibition or suppression of 
emotional experiences in general. Davis and Schwartz 
(1987) also found an equivalence in the emotional 
intensity between the repressors and the low anxious 
group. It just seems that the repressors simply do not 
recall as many memories. This finding has led Davis and 
Schwartz (1987) to suggest that repression acts as an 
'all or nothing' phenomena.
On the basis of these findings, Davis and Schwartz (1987) 
have speculated that childhood experiences of repressors 
may be more intense than those of low anxious individuals 
and may be the reason individuals have become repressors 
in the first place. Repressors appear to have less 
complex associative pathways for emotional material held 
in memory (Hansen and Hansen, 1988) . It would also seem 
that the repressive effect is global across 
autobiographical memory occurring at both encoding and 
retrieval stages (Hansen and Hansen, 1988; Hansen et al,
1992).
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Hansen and Hansen (1988) suggested further that a 
repressive cognitive style may serve the function of 
isolating fear-associated memories. Hansen and Hansen 
based their prediction on the hypothesis that repression 
was motivated by issues of self-consciousness (Davis,
1987) . It has become clear that the repressive coping 
style does not represent a response bias (Davis et al,
1988) but does seem to constitute a style of avoidant 
information-processing particularly when the information 
is of negative affect (Bonnano et al, 1991; Dawkins and 
Furnham, 1989; Fox, 1993).
The function of the repressive coping style appears to be 
to maintain a favourable self-concept, especially when 
self-concept is challenged by threatening feedback 
(Baumeister and Cairns, 1992; Newton and Contrada, 1992) .
There is accruing considerable evidence to link the 
possession of a repressive coping style with a number of 
pathological issues (Ward et al, 1988; Kneier and 
Temoshok, 1984, Grossarth-Maticek et al, 1982; Morris et 
al, 1981; Jensen, 1987). Though equivocal, the more 
recent evidence seems to indicate that the possession of 
a repressive coping style could be protective against a 
range of physiological and psychological maladies 
(Davidson and Weinberger, 1992; Taylor, 1991; Taylor and 
Brown, 1988; Alloy and Abramson, 1988; Campbell and
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Tesser, 1983; Baumeister and Cairns, 1992; Lane et al, 
1990; Myers, 1995). More recently, there is some evidence 
to suggest that a repressive coping style may be 
associated with frontal asymmetry (Tomarken and Davidson, 
1994), indicating the possibility of a genetic influence 
on the repressive coping style.
1.11 A link between repression and alcoholism
The accumulated evidence of case material and recent 
investigations of dissociation in relation to substance 
misuse provide convincing evidence for an association 
between mental defense mechanisms and alcoholism. This 
link has been theoretically encapsulated within the self- 
medication hypothesis of addiction. It is also clear that 
dissociation, though a broad construct, is conceptually 
and operationally related to the mental defense mechanism 
of repression. Freud's description of repression 
describes this mechanism and the effect of it as being 
synonymous with dissociation.
Weinberger et al's (1979) redefinition of repression into 
a "trait individual-differences" concept has made the 
concept accessible to empirical investigation. Such 
investigations have found an association between 
possession of a repressive coping style and a variety of 
physiological and psychological phenomena and pathology.
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There is evidence to suggest that early childhood 
experiences, in particular relationships with parents, 
are instrumental in the development and expression of a 
repressive coping style (Myers and Brewin, 1995). Many of 
these factors are believed to be involved in the 
development of problem drinking behaviour.
It is also acknowledged that excessive anxiety and 
depression is associated with alcoholism, there being 
evidence to suggest that anxiety in particular, is 
involved in the pathogenesis of the disorder. A role for 
repression can be inferred in this respect since the 
mechanism itself functions to protect the individual from 
excessive anxiety and depression. Repression as defined 
in information-processing terms is not incompatible with 
contemporary tension-reducing theories of alcoholism 
(Steele and Josephs, 1988).
Joseph et al's (1993) follow-up study of survivors of the 
Herald of Free Enterprise disaster who had PTSD showed 
increased abuse of substances including alcohol, 
providing support for the notion of self-medication 
following trauma.
To date no investigation has explored the relationship of 
repressive coping to the development of alcoholism, yet 
psychodynamic theory explicitly, and information-
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processing theories implicity, intimate that repression 
is involved in the development and maintenance of problem 
drinking behaviour.
1.13 Why has there been no previous investigations into 
repressive coping and alcoholism ?
It is clear that little research has been carried out in 
relation to alcoholism and mental defense mechanisms. 
Little attempt has been made to explore the pathogenesis of 
alcoholism with respect to the mechanism of repression when 
defined as a state concept that would satisfy accepted 
standards of experimental rigour and no previous research 
has been conducted to examine repression in relation to 
alcoholism as a trait-like individual-differences variable. 
The above review has suggested several reasons why such 
research has not taken place including:
1. Difficulties with operationalising the concept
of repression, essentially, making a discrete 
mechanism visible to experimental manipulation.
2. Issues with the fundamental nature of the
repression mechanism itself, more succinctly, 
does repression represent a personality type or 
a cognitive coping style ? An understanding of 
this issue is crucial to applying the repression 
concept to a framework of developmetal
pathology. There has been no previous systematic
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investigation of this issue.
Problems with the subject population. 
Repression as a concept is enmeshed within 
psychodynamic theory. Psychodynamic psychotherapy 
has traditionally been viewed as being a 
relatively ineffective treatment for addictive 
behaviour including alcoholism, and consequently, 
components of psychotherapeutic theory, 
including mental defense mechanisms, have not 
been applied to clinical alcohol research. 
Further, the subject population is less likely to 
be in a socio-economic position to afford 
traditional privately funded psychotherapy.
The manifestation of alcoholism represents the 
end-point of a multifactorial interaction 
between psychological, sociological and 
biological processes. This very complexity 
requires an interdisciplinary approach to the 
understanding of aetiological factors in the 
pathogenesis of alcoholism. Exacting this point 
to a mechanism such as repression, which would be 
deemed primarily a psychological phenomena, a 
biological component is implicated in relation 
to physiological autonomic arousal as a response 
to perceived anxiety and, memory retrieval 
processes are influenced by neuro-chemical 
factors. Since both the chronic and acute
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ingestion of alcohol is known to influence 
autonomic arousal and central levels of 
neurotransmitters such as serotonin (5-HT), these 
biological co-factors are important in 
incorporating a psychological concept 
(repression) within a coherent psychogenic 
account of alcoholism.
5. Applicability and generalisability. Elaborating 
on point 3, it is desirable that the development 
of theory realised through experimental 
investigations should be applied to a clinical 
setting. The desirable outcome is that theory 
is put into clinical practice the results of 
which generate more theory and so on. This ideal 
has been poorly realised in alcoholism research 
with regard to mental defense mechanisms. It is 
highly agreeable within the clinical field that 
theory generation should lead to a model of 
psychopathology that offers the opportunity of 
improved clinical outcomes for patients/clients.
1.14 Aims of the study
The aim of this thesis is to investigate empirically^ the 
possible role of repression in the development of problem 
drinking behaviour by defining repression as an 
individual-differences variable, and using methodology that 
is sensitive to this individual-differences variable.
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1.15 Layout of the thesis
Chapter 2 will explore methodological issues involved in 
defining the repressive coping style and the diagnostic and 
methodological issues involved with the use of alcoholic 
subjects. Following Chapter 2, each succeeding chapter will 
describe a study to investigate the role of the repressive 
coping style in relation to problem drinking. Each of these 
chapters will be self-contained, with an introduction with 
a formal statement of hypotheses, methods, results, and 
discussion section. The final chapter will present a 
summary of the work conducted and suggestions for further 
research.
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CHAPTER TWO
ISSUES OF METHODOLOGY
Not long ago^ my father discovered, some correspondence 
between my mother and I during her last week alive in 
hospital [Laura was age 8 at the time] . I had told him that 
I was undergoing some therapy which was encouraging me to 
look back at the past and re-evaluate what happened. The 
discovery of these letters was a major breakthrough for me 
in my search to resurrect my mother’s memory. I felt 
strangely comforted by them. It was as if she was talking 
to me from beyond the grave. I know now that she was a real 
person and that she loved me.
Laura Blake, 1996
2.1 Introduction
This chapter will examine methodological issues in relation 
to operationalising the studies contained in this thesis. 
These issues can be broadly divided into two categories, 
these being issues related to subject matching and, issues 
surrounding repressive coping style classification.
2.2 Subject matching
A number of studies in this thesis have used subjects from 
a problem drinking population. This subject pool presents 
specific issues in relation to subject matching.
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The widely held belief that alcoholics represent one 
homogenous group or type has been increasingly criticised 
(Donovan and Marlatt, 1993). It has become increasingly 
clear over recent years that a number of qualitatively 
different sub-types of problem drinkers exist (Babor and 
Dolinsky, 1988). In concert with individual differences 
such as demographics, family history of alcohol problems, 
dual diagnosis, psychological difficulties, motivational 
issues, and level of chemical dependency (Babor et al, 
1992; Donovan et al, 1986; Hesselbrock, 1986; McLellan et 
al, 1983), these variables have been identified in 
influencing the outcome of treatment (Mattson and Allen, 
1991). These variables are also of significance in 
experimental design since they may be a source of 
experimental confound. Though the broadly categorical 
variables (demographics, relationship status, family 
history of alcoholism) can be easily controlled as an 
integral part of competent experimental design and analysis 
(use of co-variables), factors such as neuro-cognitive 
impairment require special consideration.
2.3 Cognitive deficits associated with alcohol
Current chemical dependency and alcohol consumption is 
known to influence cognitive performance on a number of 
psychometric tests of memory (Ryan and Butters, 1986; Fals- 
Stewart et al, 1994). Though the effect of alcohol on these 
tasks is generally associated with being deleterious to
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test performance (Shaw and Spence, 1985), there is evidence 
to suggest that under the appropriate conditions, alcohol 
ingestion may enhance cognitive performance (Hewitt et al, 
1996). Though chronic neuro-cognitive incapacities such as 
amnesia are invariably associated with brain damage 
(Korsakoff's syndrome), there is equivocal evidence to 
suggest that in non-brain damaged abstinent alcoholics, 
cognitive recovery occurs quickly (Reed et al, 1992). 
Further, more recent evidence suggests that alcoholic brain 
damage may be reversible with abstinence (Mann et al,
1993).
In a review of the literature on the effect of alcohol on 
memory and cognition, Martin and Hewitt (1996) present a 
case that cognitive performance will be mediated by a 
variety of factors including, level of consumption, blood 
glucose level, mood, existing brain damage, and 
attributional style. In order to isolate the confound of 
current alcohol consumption on cognitive performance, 
unless this is the variable of interest (Chapter 4, 
experiments 3 and 4), an alcoholic subject population that 
is currently abstinent is of crucial importance. To ensure 
that any residual effects of past alcohol consumption are 
controlled for, subject screening for neuro-cognitive 
impairment is required (Lezak, 1989, 1995). Measures of
neuro-psychological testing are discussed in the methods 
section of the appropriate studies.
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2.4 Psychological factors
Using a broader rubric of definition of cognitive 
performance, Martin and Hewitt (1996) inferred from the 
available evidence that psychological factors, in 
particular belief systems, will be influential in mediating 
recall performance. Factors associated with belief systems 
are usually measured by the use of standard personality 
inventories such as those associated with locus of control 
(Rotter, 1966) and self-esteem (Battle, 1992) whose 
psychometric properties have been established. These 
dimensions have been associated with alcoholism (Chapter 
5 ) .
There is evidence to suggest that belief systems are 
influenced by group affiliation, this concept being central 
to Social Identity Theory (SIT, Tajfel, 1982). Since 
membership of A.A. represents a group affiliation and the 
acceptance, or at least recognition of, a distinct belief 
system in the "Twelve steps", essentially no control over 
drinking and the acceptance of alcoholism as a disease, 
there is the possibility that A.A. alcoholics may be 
different from other problem drinkers in relation to their 
belief systems. Locus of control differences have been 
found between problem drinkers compared to controls (Martin 
and Otter, 1996), however there has been no direct 
comparison of abstinent A.A. alcoholics, abstinent non-A.A. 
alcoholics and controls. Religiosity, arguably a strong
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component in the A.A. model, has been shown to be 
correlated with locus of control measures (Krause and Van 
Tran, 1989) .
In the context of the studies presented in this thesis, in 
addition to affect and anxiety measures, measures of 
control orientation and self-esteem will be taken to 
examine any possible influence of these factors on the 
experimental paradigm. Issues relating to the concepts of 
self-esteem and locus of control will be discussed in the 
appropriate chapters.
2.5 Diagnosis
The two primary systems that have been developed to define 
alcohol use disorders are the DSM-IV (1994) and the 
International Classification of Diseases, Classification of 
Mental and Behavioural Disorders (ICD, 1992) systems. Both 
systems attempt to differentiate between alcohol abuse and 
alcohol dependence. The classification used in this 
research will be based on the DSM-IV diagnostic criteria. 
DSM-IV has been chosen as it has been shown that comparison 
between DSM-IV and ICD criteria is problematical (Peachey 
and Loh, 1994). DSM-IV classification uses the most 
established criteria for diagnosis of alcoholism both 
clinically, and in terms of research.
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Prior to examining the specific features of the DSM-IV 
criteria it should be noted that in addition to DSM-IV and 
ICD, other methods for classifying alcoholism have been 
proposed. Cloninger et al (1981) has proposed that 
alcoholics should be divided into type 1 and type 2 on the 
basis of age of onset of alcoholism, first treatment, and 
social impairment. A further classification technique has 
been proposed by Goodwin (1984) who suggests that alcoholic 
typology should be determined on the basis of the presence 
or absence of a family history of alcoholism. This division 
was suggested on the basis of evidence that individuals 
with a family history of alcoholism will have an earlier 
onset of alcohol-related problems and their symptoms will 
be more severe.
Using the DSM-IV framework, alcohol problem syndromes have 
been categorised into two primary alcohol use disorders. 
These are alcohol dependence and alcohol abuse.
Alcohol dependence is diagnosed if at least three of the 
following seven symptoms are present within a 12 month 
period.
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The DSM-IV dependence symptoms are:
1. Tolerance.
2. Withdrawal, or use of alcohol to avoid
withdrawal.
3. Drinking "in larger amounts or for a longer
period than was intended".
4. "a persistent desire or unsuccessful efforts to 
cut down or control" drinking.
5. Spending a great deal of time "obtaining, using, 
or recovering from" alcohol.
6. "important social, occupational, or recreational
activities given up or reduced" because of
drinking.
7. "continued use despite knowledge of having had a
recurrent or persistent physical or psychological 
problem that is likely to be caused or
exacerbated by alcohol".
Alcohol dependence is subtyped into two categories: with 
and without "physiologic features", defined by tolerance or 
withdrawal symptoms.
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A diagnosis of alcohol abuse is given in the case of an 
individual who does not satisfy the criteria for alcohol 
dependence. One of the four following symptoms is required 
for a diagnosis of alcohol abuse:
1. "recurrent alcohol use resulting in a failure to 
fulfil major role obligations at work, school, or 
home".
2. "recurrent substance use in situations in which 
it is physically hazardous" (e.g., drunk 
driving).
3. "recurrent alcohol-related legal problems".
4. "continued use despite having persistent or 
recurrent social or interpersonal problems caused 
or exacerbated by the effects of alcohol".
Comparing the criteria for a diagnosis of alcohol 
dependence to that of alcohol abuse, it is clear that 
alcohol dependence would represent a more developed history 
of alcohol problems because of the severity of symptoms and 
that it implicitly assumes abuse. The diagnosis of alcohol 
abuse, being defined on the presence of one symptom allows 
the potential for considerable sample population 
heterogeneity.
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The studies described in the following chapters that have 
used A.A. members have employed the alcohol dependence 
diagnostic criteria for classification purposes in order to 
minimise subject population heterogeneity. In the case of 
abstinent A.A. members, this classification will be based 
on a short interview (see Appendix I) of retrospective 
accounts of dependence symptoms.
2.6 Family history of alcoholism
It has been stated in Chapter 1 that a family history of 
alcoholism is a strong predictor of the development of 
alcohol related difficulties in the children of alcoholics 
(Merikangas, 1990). This finding has supported the notion 
of alcoholism being a genetically influenced disorder 
(Schuckit, 1994). There has thus far been no study to 
demonstrate that genetic factors have exclusive control of 
the risk of alcoholism (Bonner, 1996a, 1996b), emphasising 
the important effect of environmental and childhood factors 
interacting with genetic influences.
Family history of alcoholism needs, therefore, to be 
accurately assessed in studies that use adult children of 
alcoholics. Schuckit et al (1995), using data collected and 
collated from personal interviews with 223 males found that 
seven percent of the men who had originally been classified 
as family history negative (FHN) for alcoholism were found 
at follow up to have a close relative who developed
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alcoholism during the follow-up period. A further six 
percent of subjects found information during the follow up 
period that a close relative had a pre-existing alcohol use 
disorder. Finally, five percent of subjects who had 
originally been classified as sons of alcoholics had been 
incorrectly categorised based on further information 
collected during follow up. Though Schuckit et al (1995) 
argue that relatively large numbers of subjects are 
required to overcome the possible confound of a seven 
percent error rate, closer examination of this study 
reveals that the large time span between initial data 
acquisition and follow up (approximately eleven years) and 
inconsistencies in the procedures of data collection, is 
likely to account for a large part of this error rate. To 
all intents and purposes, this problem is likely to be of 
primary importance in the case of longitudinal studies 
however, this study does raise the issue of assessing 
family histories of alcoholism (FHA) accurately.
Johnson and Bennett (1995) using multiple observational 
techniques demonstrated that the number of subjects 
(N=1201) having an alcoholic relative increased serially 
over four observational periods (13 months in total). 
Interestingly, over eighty percent of subjects who had a 
parent that converted to family history positive (FHP) had 
previously described that parent as a 'problem' or heavy 
drinker. The authors suggested that subjects may have
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become more aware of alcohol and alcohol-related problems 
during the course of the study, hence their re-fencing of 
heavy drinking parents as alcoholics over time.
Though structured interviews have been used to assess 
family history of alcoholism (Andreasen et al, 1977), other 
researchers have used global questions to ask judgements 
about family members "Is your father an alcoholic"? 
(Harford et al, 1992), whereas other researchers have asked 
about more specific aspects of parental behaviour "Has your 
father ever been arrested on a drink-driving charge?" 
(Garland et al, 1993).
It seems that screening instruments that have been 
developed to assess FHA status are accurate at identifying 
'problem drinking' (alcohol abuse) but less accurate at 
determining alcohol dependence. This seems likely since 
most instruments do not ask questions about physiological 
dependence symptoms associated with alcohol.
To ascertain FHA status, diagnostic criteria related to 
DSM-IV should be used, as this gives an accurate picture of 
dependence that incorporates alcohol abuse. The instrument 
used in this thesis is described in the relevant studies 
methods section.
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2.7 Gender
Are there differences in the aetiology of alcohol abuse as 
a function of gender ? Beckman (1975) • . suggested that
alcoholism and heavy drinking in females is more likely to 
be linked to psychological stress and specific life events 
than males.
Belfer and Shader (197 6) found that two-thirds of their 
sample of 21 female alcoholics related their heavy drinking 
to their menstrual cycle. Podolsky (1963) considered that 
pre-menstrual tension was an important aetiological factor 
in female alcoholism. Corrigan (1980) reported that 
unwanted pregnancy was a risk factor for females.
The role of psychosocial factors in aetiology is less 
convincing. The 'empty nest syndrome' has been linked to 
the development of alcoholism in women (Curlee, 1969) yet, 
more recent experimental evidence suggests that the 'empty 
nest syndrome' is itself, an invalid concept (Krystal and 
Chiriboga, 1979).
Cooke and Allen (1984) conducted an influential study using 
a subject population of 230 women which examined the 
relationship between alcohol consumption and life events. 
This study was designed to control for problems of 
attributional bias and the possibility that alcohol abuse 
increases the frequency of life events. Cooke and Allen
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(1984) found no evidence to suggest that women responded to 
life events by heavy or uncontrolled drinking. They 
concluded that excessive stigma was attached to women's 
drinking resulting in the attribution of life events as a 
'special explanation'.
Fennell and Sidell (1989) found that life events that were 
likely to result in individuals seeking treatment were more 
related to drinking behaviour than to independent life 
events such as bereavement. Men were more likely to seek 
treatment than women as a result of drinking-related life 
events.
2.8 The repressive coping style
In this section methodological issues related to the 
repressive coping style are discussed. The primary issue to 
be addressed is the manner in which categorisation of 
repressors and non-repressors is achieved since this has 
been shown to vary between studies and is therefore a 
critical point in terms of generalisability and 
replicability.
2.9 Differentiating repressors from non-repressors
The studies on the repressive coping style described in 
Chapter 1 have varied in score classification techniques. 
Many studies have screened a large number of potential 
subjects and then selected suitable subjects on the basis
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of extreme scores (usually quartile split) on the 
BMAS/MCSD. However, other studies, particularly those that 
have used clinical populations where patient numbers are 
low have used the entire sample and classified coping style 
on the basis of median split scores on the BMAS/MCSD.
Both techniques (extreme scores and median split) have 
advantages. The use of extreme scores allows the greater 
likelihood of observing an effect of repression since 
'borderline' (on the basis of their central BMAS/MCSD 
scores) repressors and non-repressors are excluded. Using 
median splits has the advantage of using all the available 
subjects and increases the generalisability of the 
findings, particularly in applied clinical contexts. The 
use of these two techniques does however mean that what 
constitutes repressor and non-repressor groups will vary 
between studies. A more pressing problem with the median 
split technique is the possibility that for those subjects 
who score near the mean on the BMAS or MCSD, that at one 
time of testing they may be a 'repressor' but at another 
time they may be a non-repressor. Though the BMAS and MCSD 
both have high test re-test reliability, no trait measure 
has a achieved a test re-test correlation of 1, hence this 
possibility with scores near the mean.
Studies that have used extreme scores have not been 
consistent. Weinberger et al's (1979) study defined three
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coping style groups, these being repressor, high anxious 
and low anxious. Subjects who scored above the median (13) 
on the LMAS were defined as high anxious. Subjects with 
scores of 13 or lower were defined as repressors if they 
scored in the upper quartile of the normative distribution 
of the MCSD (above 18) . Subjects scoring 18 or lower on the 
MCSD were designated low anxious. The initial subject pool 
was 201 from which 40 were chosen on the basis of these 
extreme scores.
Newton and Contrada (1992) selected 95 subjects on the 
basis of extreme scores from a subject population of 597 
undergraduates. Repressors and low anxious subjects were 
chosen on the basis of BMAS scores of less than or equal to 
the 40th percentile point. Repressors had MCSD scores at, 
or greater than, the 87th percentile point whereas low 
anxious and high anxious subjects had MCSD scores equal to 
or less than the 36th percentile point.
Myers and Brewin (1995) chose 58 subjects from a subject 
pool of 231 female students. On the basis of quartile split 
scores on the BMAS and MCSD two groups were identified, 
repressor and non-repressors. Repressors were chosen if 
they scored 8 or under on the BMAS and 17 or over on the 
MCSD. Subjects who scored 10 or under on the BMAS combined 
with a score of 14 or over on the MCSD were rejected as 
being 'borderline repressors'. All other subjects were
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designated non-repressors and from this group a 
representative sample was taken to form the control group.
It can be seen from these three illustrative studies that 
though variability existed in the form of cut-off points in 
determining extreme scores, the method allowed direct 
comparison between studies by extracting borderline 
scorers.
Niaura et al (1992) used median splits to define groups. 
Repressors scored 4 or less on the BMAS and 19 or over on 
the MCSD. Again, using median splits, Jensen (1987) defined 
repressors as scoring 8 or under on the BMAS and 17 or over 
on the MCSD. Though both studies have the advantage of 
using the whole population there is a difficulty in 
comparing studies since a repressor in, for example, 
Jensen's study could be defined a non-repressor in Niaura 
et al's study.
To date no study has been conducted to examine the 
reliability of the repressor coping style classification 
over time as a methods exercise in determining non- 
arbitrary cut-off points for coping style classification. 
Such an study would protect against a confound from 
borderline repressors while maximising subject numbers from 
the initial subject pool. Two studies were designed to 
address the salient aspects surrounding this issue and are
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described in Chapter 3 (experiment 2) and Chapter 6 
(experiment 6).
2.10 Number and type of groups
Many of the earlier studies on repression used three 
groups, these being repressors f low anxious and high 
anxious. More recent studies have used four groups by 
including a defensive high anxious group. There has been a 
recent study that has used five groups, the fifth group 
consisting of non-extreme scorers (Myers, 1995) while a 
study by Myers and Brewin, (1995) used just two groups, 
repressors and non-repressors,
The studies reviewed in Chapter 1 indicate that repressors 
are uniquely defined by their combination of low anxiety 
and high defensiveness. Defensive high anxious subjects do 
not respond like repressors (Asendorpf and Scherer, 1983). 
There is increasing evidence that the dichotomous 
classification of repressor, non-repressor is the critical 
difference in coping style classification (Canning et al, 
1992; Fox et al, 1989; Jensen, 1987).
Defensive high anxious individuals are of interest however 
in both an aetiological and dynamic context. The 
conclusions drawn from Jamner et al's (1988) study was that 
defensive high anxious individuals may be representative of 
a group of repressors whose coping mechanism has become
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ineffective. Bonnano et al (1991) suggested that defensive 
high anxious individuals represented 'failed’ would-be 
repressors. Further, Bonnano et al (1991) interpreted their 
findings to infer that defensive anxiety qualitatively 
changes the effect of anxiety "in ways that are currently 
little understood"(p.395). George Bonnano is, perhaps, one 
of the more psychodynamically orientated repression 
researchers, so his comments on defensive high anxiety 
emphasise a developmental perspective (Bonanno, 1990).
2.11 Trait anxiety and defensiveness measures
Chapter 1 has shown that a variety of measures have been 
used to measure trait anxiety in repressive coping style 
research. The MAS, BMAS, STAI-T and Byrne R-S are all 
highly correlated and can therefore all be considered 
adequate measures of trait anxiety. Whether in its original 
(e.g. Weinberger et al, 1979), or short form (Davis, 1987), 
the MAS/BMAS is the most widely used trait anxiety scale in 
repressive coping style studies.
The MCSD has been used almost exclusively in repression 
studies to measure defensiveness. Gudjonsson (1981) used 
the EPI-Lie scale to measure defensiveness but also 
administered the MCSD. Both scales correlated highly 
(0.71). The EPI-Lie scale has fewer items than the MCSD 
therefore, the MCSD is likely to be the more consistent and 
flexible measure of defensiveness.
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2.12 Gender and the repressive coping style
The general finding on studies of the repressive coping 
style is that there appears to be no difference between the 
sexes. There have been a small number of studies that have 
reported gender differences, however. Tolkmitt and Scherer 
(1986) found an effect of gender on an articulation task. 
They found that precision of articulation decreased under 
emotional stress but increased under cognitive stress in 
the case of female repressors only. Niaura et al's (1992) 
study, reported in Chapter 1, showed that gender 
differentiated repressors blood lipid levels. Studies that 
have examined autobiographical memories have used 
exclusively female subjects (Davis, 1987; Myers and Brewin, 
1995) therefore the issue of gender differences is still a 
pertinent one. Four of the studies described in the 
following chapters that investigate autobiographical 
memories have used male subjects.
2.13 Subject populations and the repressive coping style
Studies that have examined experimental aspects of the 
repressive coping style have used student populations (e.g. 
Weinberger et al, 1979). A small number of studies have 
used subjects from the general population though there may 
be a self-selection bias in these. Myers (1995) for 
example, used female subjects from adult education classes 
to examine the relationship between alexthymia and 
repression. The age range was from 18 to 58. Though this
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study used subjects from the general population it does not 
follow that they were representative of the general 
population in respect of motivational and educational 
variables. To date, no studies on repression have used 
subjects drawn from the general population that have been 
matched on standard socio-demographic variables. This is 
important since socio-demographic variables may be 
influential in determining the self-concept and therefore 
be a second order influence on coping style.
Invariably, applied repression studies (exclusively health 
related) have used patients as subjects. A study by Sincoff 
(1992), however, is unique in that it used adolescent 
subjects. Indeed it was Sincoff who emphasised the need to 
investigate how different subject populations influence not 
only repressive characteristics, but also coping style cut­
off scores and distributions (Sincoff, 1992, p.255).
2.14 Summary
Methodological issues surrounding the present studies have 
been addressed. The issue of subject matching has been 
examined, as has the issue of impaired cognitive 
performance associated with alcohol dependence. The 
criteria for diagnosis of alcoholism, particularly in 
relation to differentiating between alcohol dependence and 
alcohol abuse has been discussed. The importance and 
difficulties of assessing FHA status have been highlighted
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together with the influence of gender in relation to
problem drinking.
Methodological issues in operationalising the repressive 
coping style have been reviewed. Principle among these
issues are the methods for discriminating repressors from 
non-repressors using extreme scores or median splits. The 
inclusion of defensive high anxious and non-extreme groups 
has been addressed, as has the potential problem of
'borderline repressors'. The utility of the measures of
trait anxiety and defensiveness has been examined. Issues 
relating to gender and population differences have been 
discussed in relation to the repressive coping style.
Chapters 3, 4 and 5 describe investigations conducted to 
examine the role of repression in relation to the 
expression of alcoholism. Chapter 6, though conceptually 
related to the preceding chapters, represents a 'stand 
alone' methods chapter which explores the issue of whether 
repression represents a personality typology or is more 
representative of a cognitive coping style. Chapter 6 also 
draws heavily on classical psychoanalysis and the notions 
of symbolism and metaphor. In this respect. Chapter 6 may 
be read after Chapter 2 and may be referred to from Chapter 
3 onwards. Finally, Chapter 7 presents a summary of the 
findings and implications for future research.
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CHAPTER THREE
THE RECALL OF AUTOBIOGRAPHICAL MEMORIES
Footfalls echo in the memory 
Down the passage which we did not take 
Towards the door we never opened 
Into the rose-garden.
William Wordsworth 1770-1850
3.1 Introduction
Evidence that early childhood experiences may be important 
in the aetiology of problem drinking behaviour was 
discussed in Chapter 1. The notion that repression was an 
important element in psychopathology was inferred from 
evidence that problem drinkers experienced pre-morbid 
elevated levels of anxiety compared to non-problem 
drinkers. This finding has been incorporated into stress or 
tension reduction hypotheses (Conger, 1956; Steele and 
Josephs, 1988) that, despite being conceptualised in 
information-processing terms, infer a repressive process. 
A conclusion from Chapter 1 was that the expression of 
adult alcoholism may be the result of a failure in the 
process of repression, this being consistent with the self- 
medication hypothesis of addiction. How then can early 
experiences influence adult pathology ? Research into 
autobiographical memory may provide many of the clues.
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3.2 Autobiographical memory
Knowledge of the self is known as autobiographical memory. 
The systematic investigation of autobiographical memory 
over the years has yielded important findings regarding the 
notion of the self-concept not only in experimental 
attention, perception, and performance cognitive science 
paradigms, but also in the context of attribution theory. 
Attribution theory has provided important insights into the 
reconstruction of self memories in relation to addiction 
(Davies, 1992).
Definitions of autobiographical memory are broad. Brewer 
(1986, p.26) describe autobiographical memory as "memory 
for information related to the self". Ross (1990, p. 4) 
described it as "the possible or actual description of past 
happenings that would be considered by most people as part 
of ones own history". The description furnished by Robinson 
(1976, p.578) of autobiographical memory as a "record of 
discrete experiences arising from a person's participation 
in acts or situations which were to some degree localised 
in time and place" provides a more elaborate 
conceptualisation of the nature of autobiographical memory.
Conway (1990) emphasised the quality of multiple 
characteristics that differentiated autobiographical memory 
from other types of memory. Conway adapted the framework of 
memory devised by Tulving (1972) to describe these
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characteristics. This framework is shown in Figure 3.1.
Characteristics
Memory Type
Autobiogra­
phical
Semantic Episodic
Duration of 
memory
Years Years Days
Imagery Frequently
present
Rarely
present
Frequently
present
Veridicality Variable Dependent on
social
consensus
High
Interpretation
(Self)
Frequently
present
Rarely
present
Rarely
present
Experience of 
remembering
Always
present
Rarely
present
Usually
present
Self-reference High Low, rare Low
Sensory and
perceptual
attributes
(Context
specific)
Always
Present
Never
present
Always
present
characteristics of autobiographical memory.
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Freud speculated widely on the features of autobiographical 
memory and discussed how these features were related to 
psychopathology, particularly hysteria (Breuer and Freud, 
1895/1974). Relating childhood traumatic events to 
conversion symptoms he suggested that the impact of 
traumatic events on the psyche was to produce a pathogenic 
nucleus of memories. Freud discussed three different ways 
in which the pathogenic memories were organised.
These are:
1. Chronological.
2. Stratified.
3. Logically connected.
Chronological organisation represents the serial storage of 
memories with the most recent first, followed by earlier 
memories, to the most early memories.
The concept of stratification infers that increasing 
resistance is encountered the nearer the memory is to the 
pathogenic nucleus. Freud suggested that in this way 
memories in the peripheral strata would encounter less 
resistance and be easily recalled and always conscious. 
Freud suggested that memories close to the pathogenic 
nucleus would be increasingly difficult to recall. It is 
these memories, those close to the pathogenic nucleus, that 
are likely to be repressed, being inaccessible to conscious
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awareness. Freud proposed that the process of 
stratification around the pathogenic nucleus would be 
thematically influenced.
Freud's idea that memories would be logically connected, 
describing a logical chain running through the memories to 
the core of the pathogenic nucleus is synonymous with 
contemporary accounts of network and schema models of 
cognitive function (Bower, 1981; Sanford, 1991). Freud 
postulated the linking of nodal connections by the logical 
chain. Freud's account of memory has been updated and 
integrated into current cognitive science associative 
network modelling (Power and Brewin, 1991).
3.3 Cued recall of autobiographical material
Cued recall refers to the use of specific cues to aid or 
direct recall. It is worth noting that, in a sense, all 
recall is cued. However, in contrast to free recall, cued 
recall involves more specific cues about what should be 
recalled.
An early finding using the cued recall paradigm to retrieve 
autobiographical memories has been that the number of 
autobiographical memories retrieved is an inverse function 
of the age of the memory (Crovitz and Schiffman, 1974), 
this seeming to indicate that retrieval of earlier memories 
requires more cognitive effort.
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Affect has been found to have an important influence on 
autobiographical memory retrieval efficiency. Robinson 
(197 6) using a cued recall paradigm found that memories 
associated with affect (e.g. anger, fear) were generally 
more recent and slower to retrieve than non-affect cued 
memories (e.g. activity, objects cues). An interesting 
finding was a significant gender difference with females 
reporting more recent memories and also demonstrating 
faster retrieval latencies than males.
The cued recall paradigm has been instrumental in 
identifying memory differences in relation to 
psychopathology. Lloyd and Lishman (1975) found that 
severely depressed patients tended to be faster at 
retrieving negative autobiographical memories than positive 
ones. This finding that depressed patients have a negative 
recall bias has been incorporated into Beck et al's (1979) 
theory of depression and model of cognitive therapy (Beck 
et al, 1979).
Using the Autobiographical Memory Test (Williams and 
Broadbent, 1986), Williams and Broadbent (1986) examined 
the effect of affective word cues on the autobiographical 
memories of individuals who had taken overdoses (OD). The 
Autobiographical Memory Test (AMT) consists of ten affect 
cue words. Five of the words are positive {happy, safe, 
interested, successful and surprised) and the remainder are
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negative {sorry, angry, clumsy, hurt and lonely). Subjects 
are asked to recall a specific personal memory in response 
to each cue word. Subjects were given sixty seconds to 
retrieve a cue associated memory and the latency to 
retrieve the memory (gauged by the first word of the 
response) was recorded using a stopwatch. Following this 
procedure subjects were requested to reveal the contents of 
the memory. Compared to controls, they found that the OD 
subjects retrieved more general memories (referring to 
people, places, activities or objects when a time period 
was not specified or was greater than one day) . This 
finding was particularly marked for memories retrieved 
using the positive cue words.
A replication of Williams and Broadbent’s (1986) experiment 
was conducted by Williams and Scott (1988) using clinically 
depressed subjects compared to controls. They found that, 
in comparison to controls, the depressed subjects were 
slower to respond to positive than negative cues. These 
results are consistent with Lloyd and Lishman's (1975) 
earlier study. A further finding was that the depressed 
subjects were less competent at recalling specific memories 
particularly in response to positive cue words.
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3.4 Memory as reconstruction
Martin and Hewitt (1996), in their extensive and broad 
review of the effect of alcohol on memory and cognition, 
emphasised that memories were essentially reconstructions, 
their content being influenced by the context in which they 
are recalled, and the explanatory purpose of the retrieved 
memory. Martin and Hewitt (1996, p.150) describe this 
interactional model of retrieval as a Social Cognitive 
Catalysis (SCC) process of remembering. In this regard 
there are no 'deep frozen' memories waiting to be retrieved 
but reconstructions, with associated affect. Martin and 
Hewitt (1996) suggest that early memories may be 
particularly prone to contextual reconstructive effects in 
explanatory and/or psychotherapy situations. They further 
suggest that a self-attribution of being an alcoholic may 
lead to reconstructive distortion irrespective of any 
residual cognitive deficit. Childhood memories should, 
however, when retrieved in an experimental setting, be 
relatively well protected from the process of SCC and be 
accurate, both in terms of chronology and content (Brewin 
et al, 1993).
3.5 Autobiographical memory and the repressive coping style
A number of studies have examined the influence of 
possession of a repressive coping style on the recall of 
autobiographical material (Davis, 1987, 1990; Davis and
Schwartz, 1987; Myers and Brewin, 1995) using the
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Weinberger et al (1979) classification technique with the 
MAS/BMAS and the MCSD.
Davis and Schwartz (1987) selected 30 subjects from a 
subject population of 94 female undergraduates based on 
extreme scores on the MAS and MCSD. Three groups, low 
anxious, high anxious, and repressors were identified with 
10 subjects in each group. Using a mixed recall paradigm 
subjects were required to retrieve childhood memories up to 
the age of 14 years. In the free recall condition subjects 
were asked to recall as many memories as they could recall 
over a four minute period. In a cued recall condition 
subjects were asked to recall childhood memories in 
response to the cues of happiness, sadness, anger, fear and 
wonder. Subjects were again given four minutes to recall as 
many memories as possible in response to each cue word. It 
was found that repressors recalled significantly fewer 
negative memories compared to the low anxious and high 
anxious groups. Repressors age of earliest memory was 
marginally significantly older for memories involving 
negative affect. From these findings Davis concluded that 
repression involved an inaccessibility to negative 
emotional memories. Further, she suggested that repression 
involves the inhibition of emotional experiences in 
general, this being drawn from the finding that repressors 
recalled fewer positive memories than truly low anxious 
subj ects.
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A criticism of this study was that defensiveness alone may 
have been responsible for the findings and since a 
defensive high anxious group was omitted, this needed 
clarification. Further, it was possible that repressors 
were exhibiting a social desirability bias in recall, 
essentially, they recalled as many memories as non­
repressors but chose not to report them. In order to answer 
these issues, Davis (1987) conducted a further study, 
including a defensive high anxious group and incorporating 
a latency to retrieve paradigm. The latency to retrieve 
paradigm is based on the assumption that the speed to 
retrieve memories is based on their accessibility (Teasdale 
and Fogarty, 1979). Davis conducted three studies with 
subjects being asked to recall memories from any age. The 
main findings were that repressors were slower at 
retrieving memories associated with fear and self- 
consciousness than the other three groups. Repressors were 
also slower at retrieving memories associated with anger 
cues compared to the low anxious group. The main 
conclusions were that repression involved a limited 
accessibility to negative affective memories, particularly 
for memories associated with anger, fear and self- 
consciousness. Davis also suggested that repression acted 
as an all or nothing phenomenon suggesting that memories 
that were accessible to repressors were retrieved just as 
quickly as non-repressors "it is simply that they do not 
retrieve as many" (Davis, 1990, p.393).
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Myers and Brewin (1995) extended Davis's studies by looking 
exclusively at childhood memories. 54 subjects were 
selected from an initial subject pool of 14 9 female 
undergraduates. There were 15 subjects in the repressor and 
low anxious groups and 12 subjects in the high anxious and 
defensive high anxious groups. Subjects were asked to think 
back to childhood up to 14 years old and were asked to jot 
down a word or phrase to remind them of the memory. In the 
free recall condition subjects were given 60 seconds to 
recall as many memories as possible. In the cued recall 
condition memories were cued using the items from the 
Autobiographical Memory Test (AMT, Williams and Broadbent, 
1986). Subjects were given 60 seconds to retrieve as many 
memories as possible in response to each cue. Subjects were 
also given a semi-structured interview to investigate their 
accounts of their childhoods. Repressors free recalled 
fewer negative childhood memories than non-repressors and 
repressors age of earliest negative memory was older under 
both free and cued recall. Repressors were slower to 
retrieve negative childhood memories than non-repressors 
but there was no difference between groups for positive 
memories. Interestingly, repressor's accounts of their 
childhoods were characterised by paternal antipathy and 
indifference. Repressors were also less likely to report an 
emotionally or physically close relationship with their 
fathers.
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This chapter reports the results of two studies that aim to 
extend the findings of Davis (Davis, 1987, 1990; Davis and 
Schwartz, 1987), and Myers and Brewin (1995), by looking at 
the recall of childhood memories in relation to 
psychopathology. These studies focus on the recall of 
childhood autobiographical material of alcoholics.
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3. 6 Experiment: One
Experiment one constitutes a pilot study to examine the 
possible relationship between alcoholism and repression as 
determined by performance on an autobiographical recall 
task of childhood memories.
The self-medication hypothesis suggests that alcoholics may 
have impaired mental defense mechanisms, particularly that 
of repression, and that the use of alcohol functions to 
bolster the faulty repressive defense. Wurmser (1978) has 
suggested that a vital factor in the formation and 
maintenance of addictive behaviour is a fundamental 
malfunction in affective defense mechanisms, implicating 
the process of repression. Evidence supporting the tension- 
reduction hypothesis of alcoholism is indirectly supportive 
of this position, as is the information-processing model of 
Steele and Josephs (1988) . This being the case the 
following hypotheses will be tested:
1. There will be fewer repressors in an alcoholic 
subject population compared to non-alcoholic 
controls.
2. Alcoholics will repress less effectively than 
controls.
3. Alcoholic repressors will repress less 
effectively than control repressors.
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In the present experiment subjects are asked to recall 
personal experiences from childhood in free and cued recall 
conditions and to comment on the subjective intensity of 
the recalled memory (Davis and Schwartz, 1987; Myers et al, 
1992). Abstinent Alcoholics Anonymous (A.A.) members were 
selected as the problem drinking group since abstinence 
permits recovery from cognitive deficits associated with 
alcohol abuse (Reed et al, 1992) and allows comparison with 
non-alcoholic controls.
Measures of locus of control orientation and mood will be 
taken to examine their possible relationship to repression 
phenomena and as a caution to any heterogeneity between 
groups which could be a potential source of experimental 
confounding. The effect of individual recall cues will be 
explored in relation to group category and coping style.
3.7 Method
3.7.1 Design
The experiment had a mixed design. The independent 
variables were (1) group type, whether subjects were in the 
control group, or the problem drinking group, (2) subject 
coping style, either repressive, low anxious, high anxious 
or defensive high anxious (3) recall cue, these being the 
words general, happy, sad, hurt, fear and anger. In 
summary, a 2 x 4 x 6 design with repeated measures on the 
recall cue condition. A fourth independent variable, time,
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this being (a) emotional intensity at time of experience 
and (b) at recall, will be used in examining dependent 
variable 4, this being analyzed i n a 2 x 4 x 2 x 6  design 
with repeated measures on the last two factors. The 
dependent variables were (1) number of memories recalled, 
(2) age of earliest memory, (3) time in seconds to recall 
first memory and (4) intensity of emotion associated with 
earliest memory.
It is predicted that:
1. Alcoholic subjects will recall more negative 
memories than control subjects.
2. Alcoholic subjects will be younger for age of 
earliest memory than control subjects.
3. Alcoholic subjects will be faster to retrieve 
negative memories compared to controls.
4. Alcoholic repressors will recall more negative 
memories than control repressors.
5. Alcoholic repressors will be younger for age of 
earliest memory than control repressors.
6. Alcoholic repressors will be faster to retrieve 
negative memories compared to control 
repressors.
7. Repressors will recall fewer negative memories 
than non-repressors.
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8. Repressors will be older for age of earliest 
memory than non-repressors.
9. Repressors will be slower to retrieve negative 
memories compared to non-repressors.
A mood assessment scale (Appendix II) and the Internal- 
External Locus of Control Scale (LOG, Rotter, 1966, 
Appendix III) was administered to the subjects in each 
independent group condition and analysed in a 2 X 4 design 
(see Chapter 5 for a discussion of the Locus of Control 
construct).
3.7.2 Subjects
51 male native English speaking subjects took part in the 
experiment. Subjects in the alcoholic group were members 
and regular attenders of Alcoholics Anonymous (A.A.) 
Subjects in the alcoholic group were required to be 
currently abstinent of alcohol for at least six months. An 
exclusion criterion in the selection of subjects for the 
alcoholic group was (a) self-report of alcohol related 
memory difficulties and/or (b) a diagnosis of Wernicke's 
encephalopathy or Korsakoff's psychosis. Subjects in the 
control condition were group age matched to the alcoholic 
group. Alcoholic subjects were deemed suitable for 
inclusion on the basis of satisfying retrospectively the 
criteria for a past diagnosis of alcohol dependence as 
specified by DSM-IV following a short interview (appendix
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I) with an experienced clinician specialising in substance 
misuse (Colin Martin). Exclusion criteria for subjects in 
the control group are (a) self-report of any history of 
problem drinking and (b) a weekly consumption of alcohol in 
excess of 30 units. Allocation of subjects to the type of 
coping style condition was made on the basis of scores on 
the short version of the Taylor Manifest Anxiety Scale 
(BMAS, Bendig, 1956, Appendix IV) and the Marlowe-Crowne 
Social Desirability Scale (MCSD, Crowne and Marlowe, 1964, 
Appendix V) . Repressors scored below the control sample 
mean on the BMAS and above the control sample mean on the 
MCSD scale. Low anxious subjects scored below the control 
sample mean on both the BMAS and the MCSD scale. High 
anxious subjects scored above the control sample mean on 
the BMAS and below the control sample mean on the MCSD 
scale. Defensive high anxious subjects scored above the 
control sample mean on both the BMAS and the MCSD scale. 
The mean scores and standard deviations of subject scores 
are shown in Table 3.1, p.144. Subjects were all 
volunteers.
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Scale Total
Low
Anxious
High
Anxious Repressor
Defensive
High
Anxious
BMAS
Control
Mean
(SD)
Alcoholic
Mean
(SD)
6.76
(4.39)
8.15
(3.47)
3.89
(1.90)
5.25
(0.96)
9.60
(2.41)
10.17
(2.21)
3.60 
(1.82)
3.60 
(1.67)
11.33
(4.63)
10.20
(2.59)
MCSD
Control
Mean
(SD)
Alcoholic
Mean
(SD)
14.08
(5.42)
12.61
(3.69)
10.22
(3.90)
8.5
(3.67)
11.40
(4.77)
10.58
(1.24)
18.00
(3.94)
16.00
(1.22)
18.33
(3.12)
17.4
(2.07)
subjects categorised by group and coping style.
3.7.2.1 Initial subject recruitment
Initial data was collected from 52 participants, these 
being 28 control and 24 alcoholic subjects. When subjects 
were allocated into coping style categories based on the 
above criteria Cramer’s V analysis was performed to 
examine the distribution of subjects between group and 
coping style. The results of the Cramer's V analysis 
approached significance (Cramer's V=0.369, p=0.069). An 
examination of the number of subjects per cell reveals 
that there were fewer repressors and low anxious numbers 
of subjects than expected in the alcoholic group. High 
anxious alcoholic subjects were over represented when 
compared to the cell expected frequencies. Conversely, 
control subject numbers were lower than expected
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frequencies predicted for high anxious subjects (see 
Table 3.2) .
Group Low
Anxious
High
Anxious
Repressor Defensive
High
Anxious
Control 9 6 7 6
(7) (10.2) (4.8) (5.9)
Alcoholic 4 13 2 5
(6) (8.8) (4.2) (5.1)
style from initial subject selection. N=52, expected 
frequencies are in parentheses.
3.7.2.2 Additional subject recruitment
In view of the experimental design and method of 
statistical analysis used in this study a further 20 A.A. 
members completed the BMAS and MCSD measures and from these 
a further 3 repressors were identified and participated in 
the study. This procedure increased the number of alcoholic 
repressors to 5. A justification of this procedure and its 
implications regarding main findings appear in the 
discussion section.
3.7.2.3 Final subject partitioning
Four subjects did not yield a complete data set suitable 
for analysis, three of these being control subjects. The 
distribution of the remaining 51 subjects is shown in Table 
3.3. In summary 25 control subjects and 26 alcoholic 
subjects participated in the full study and analysis. The
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difference in age between control (Mean=38 years, sd=9.88) 
and alcoholic subjects (Mean=43 years, sd=9.64) did not 
reach significance (t=1.88, df=49, p=n/s) . A one-way
analysis of variance (ANOVA) was performed on age as a 
function of the conjunction of group and coping style and, 
again, no age differences were found between groups 
(F=0.795, df=7,43, p=n/s). The mean length of abstinence of 
the alcoholic group was 41 months (sd=27.81, range min=6, 
max=96). Self-report mean duration of alcohol problem was 
185 months (sd 114.66, range min=24, max=444). The mean 
weekly consumption of alcohol by control subjects was 16.12 
units (SD 12.13).
Group Low
Anxious
High
Anxious
Repressor Defensive
High
Anxious
Control 9 5 5 6
(6.4) (8.3) (4.9) (5.4)
Alcoholic 4 12 5 5
(6.6) (8.7) (5.1) (5.6)
style from final subject selection. N=51, expected 
frequencies are in parentheses.
3.7.3 Apparatus and Materials
A digital stopwatch was used to measure response latencies. 
Pencil and paper were used to record recall performance 
data.
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Pre-test
The Marlowe-Crowne Social Desirability Scale (Crowne and 
Marlowe, 1964), Manifest Anxiety Scale (Bendig, 1956), a 
general mood assessment scale and the Internal-External 
Locus of Control Scale (Rotter, 1966) were administered to 
each subject. Socio-demographic data were recorded 
(Appendix VI).
3.7.4 Procedure
Subjects were tested individually in a quiet room by the 
experimenter. All instructions were presented verbally by 
the experimenter. Subjects were informed that the 
experiment was designed to explore ability to recall events 
from childhood. The experimental procedure was described 
(see Appendix VII for instructions read to subject) and any 
outstanding questions were dealt with.
When the experimenter was satisfied that the subject 
understood the experimental procedure the session began.
General recall
The general recall condition was always conducted first 
following Davis and Schwartz (1987). Subjects were asked to 
think back to childhood up to 14 years of age to recall any 
memories up to age 14. The content of the memory was 
immaterial. They were informed that specific details of the 
memory were not required in order to minimise the
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possibility of subjects recalling but not reporting 
memories because of embarrassment. Subjects were asked to 
knock on the table when they thought of a memory of 
childhood and asked to write down the memory in a few words 
and then to think back to childhood to recall further 
experiences. This was recorded by the subject using paper 
and pencil. The time in seconds to recall was recorded by 
the experimenter. Latency for the recall of the first 
memory only was taken. Subjects were given 60 seconds to 
recall memories. The experimenter recorded the total number 
of memories recalled.
Emotion cued recall
Subjects were asked to think back to childhood up to 14 
years of age and informed that they would be required to 
recall memories of a specific emotional content. There 
would be five recall conditions, each with a different 
emotion. The specific emotions were happy, sad, hurt, fear 
and anger. Happy, sad, fear and anger (Davis and Schwartz, 
1987) were used as cues as these emotions are considered to 
be primary emotions (Izzard, 1977). The cue word hurt was 
used as it was found by Myers et al (1992) to differentiate 
repressors from non-repressors in recall performance. Order 
of presentation of emotional cues was random across 
subjects. No elaboration was given as to the definition of 
the emotion. Subjects were asked to knock on the table when 
they thought of a memory of childhood associated with the
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emotion cue and asked to write down the memory in a few 
words and then to think back to childhood to recall further 
experiences. Subjects were given 60 seconds to record as 
many memories as possible. Again, the experimenter recorded 
the latency of the first memory recalled only. The 
experimenter also recorded the total number of memories 
recalled. After recall, the experimenter used notes taken 
during the trial to prompt the subject to describe the 
intensity of the emotion at the time of experience occurred 
in childhood for the earliest memory and also the intensity 
of the emotion at the time of recall. These were scored on 
a 7 point scale ranging from 1 = mildly, to 7 = extremely 
intense. This procedure was then repeated for the four 
remaining emotion cues.
3.7.5 Results
Initial mood ratings
A multivariate analysis of variance (MANOVA) was performed 
on the initial mood data with group and coping style as the 
independent variables. No significant differences were 
found in mood between group or coping style, nor was there 
any evidence of a group x coping style interaction. The 
results of the MANOVA are summarised in Table 3.4, p.150.
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I.V. Value Approx F Hypoth
DF
Error DF Sig of 
F
Group 0.272 1.725* 6 38 0.142
Coping
style
0.393 0.780 18 110 0.697
Coping 
style X 
group
0.502 1.023 18 110 0.441
of significance (*Exact F).
Age of earliest memories
The age of earliest memory data were subjected to a 2 
(group type) x 4 (coping style) x 6 (emotion type) 
factorial analysis of variance with repeated measures on 
the emotion type factor. The means and standard deviations 
of age of earliest memory as a function of group and coping 
style are shown in Table 3.5, p. 153. Main effects for group 
and coping style were absent, however, an interaction 
between group and coping style reached significance, 
F (3,43)=3.57, p<0.05 (Figure 3.2, p.154). Fisher's Least 
Significant Difference (LSD) posteriori testing revealed 
that low anxious alcoholic subjects were significantly 
younger (p<0.05) than low anxious control subjects for age 
of earliest memory. Defensive high anxious control 
subjects' age of earliest memory was earlier than that of 
defensive high anxious alcoholic subjects' though this 
difference did not reach significance. Control repressors' 
age of earliest memory was significantly later than that of
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alcoholic repressors (p<0.05), defensive high anxious 
controls (p<0.05), alcoholic high anxious subjects 
(p=0.05), and low anxious alcoholic subjects (p<0.05). A 
main effect of emotion type was evident, F (5, 215)=13.03, 
p<0.001. A planned contrast revealed that age of earliest 
memory was significantly younger for the general recall cue 
compared to the combined emotion recall cues, 
F (1,50)=38.76, p<0.001. A further planned contrast
comparing happy memory age with combined negative emotional 
cues was also significant with age of earliest happy memory 
being significantly younger than age of combined negative 
memories, F (1,50)=7.66, p<0.01. The Newman-Keuls procedure 
for multiple comparisons was performed confirming the 
significant effect of the planned contrast for general 
recall age being younger than that produced by emotional 
cueing (q=1.23, p<0.05). The age of happy memories
(Mean=6.17) was significantly earlier than those of anger 
(Mean=7.63) and hurt (Mean=7.69) memories (q=1.17, p<0.05). 
Though the difference between happy and fear (Mean=6.22) 
memories did not reach significance, the age of earliest 
fear memories were significantly younger than anger and 
hurt memories (q=l.ll, p<0.05). The age of earliest sad 
(Mean=7.02) memories did not differ significantly from any 
of the emotional cues (q=1.00, p=n/s).
A significant interaction between coping style and emotion 
type was observed, F (15,215)=1.75, p<0.05 and was unpacked
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using simple effects analysis which revealed a significant 
difference between coping styles in the age of earliest sad 
memories, F(3,47)=2.94, p<0.05 with low anxious subjects' 
age of earliest memory (Mean=7.97) being older than 
repressors' (Mean=7.40) and high anxious subjects 
(Mean=6.13). Defensive high anxious subjects had the 
youngest age of earliest memory in the sad recall condition 
(Mean=5.98). Simple effects analysis of the age of earliest 
angry memory revealed a further significant difference 
between coping styles, F (3,47)=3.99, p<0.05 demonstrating 
a reversal for the low anxious group compared to the sad 
emotion condition. Low anxious subjects had the youngest 
age of earliest memory (Mean=6.17) in the angry cue 
condition. Repressors in this condition were older for age 
of earliest memory (Mean=9.40) than the other coping style 
groups.
Evidence of a significant interaction between group and 
emotion type, F (5^15)=2.50, p<0.05 was explored using
simple effects analysis. A significant difference between 
groups was observed in the general recall condition with 
alcoholic subjects being significantly younger for age of 
earliest memory (Mean=3.69) than control subjects 
(Mean=5 .72), F(l,49)=9.02, p<0.01. A significant difference 
between groups was found in the hurt emotion condition with 
control subjects being significantly younger (Mean=7.12) 
for age of earliest memory than alcoholic subjects
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(Mean=8 .23), F (1,49) =6. 01, p<0.05. Alcoholic subjects ' mean 
ages for earliest memory were younger than controls in the 
sad, fear and anger emotion conditions though these 
differences did not reach significance.
The trend for differential effects of emotion type on group 
and coping style combined did not reach significance as 
there was no evidence of a three way interaction between 
group, coping style and emotion type, F (15,215)=1.02, 
p=n/s.
Coping Style
Group Low High Repressor Defensive
Anxious Anxious H. Anxious
Controls 7.33 6.53 7.90 5.58
(1.74) (1.55) (1.27) (0.77)
Alcoholics 5.42 6.37 6.17 6.87
(0.74) (1.06) (0.85) (1.82)
conditions), standard deviations in parentheses.
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Age of earliest memory as a function of 
coping style and group
Group type
Control
Alcoholic
Low anxious High anxious Repressor 
Coping Style
Def. high anx
Figure 3.2
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Number of memories retrieved
The number of memories data was subjected to a 2 (group 
type) X 4 (coping style) x 6 (emotion type) factorial 
analysis of variance with repeated measures on the emotion 
type factor. The means and standard deviations of number of 
memories retrieved as a function of group and coping style 
are shown in Table 3.6, p.156. There was no evidence of 
group, F(1,43)<1, p=n/s, or coping style, F(3,43)<1, p=n/s, 
main effects on the number of memories recalled, neither 
was there evidence of an interaction between group and 
coping style, F(3,43)<1, p=n/s. A main effect of emotion 
type was observed on the number of memories recalled, 
F (5,215)=22.79, p=0.001. A planned contrast between all 
cues revealed that under the general recall condition a 
significantly larger number of memories were recalled 
compared to the emotion recall cues combined, 
F (1,50)=63.22, p<0.001. A planned contrast between the
happy recall cue condition and the combined negative recall 
conditions was also significant with subjects recalling 
significantly more memories under the happy recall cue 
compared to the combined negative recall cues,
F (1,50)=21.41, p<0.001. Confirmatory analysis using the 
Newman-Keuls procedure confirmed the significant effects of 
the general and happy recall cues and also demonstrated 
that under the general recall condition significantly more 
memories were retrieved than under the happy emotion cue 
(q=0.64, p<0.05).
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Though there was no evidence of an interaction between 
group type and emotion cue, F (5,215)<1, p=n/s, a marginal 
interaction between coping style and emotion type was 
observed, F (15,215)=1.69, p=0.055. Under the general and 
happy emotion type conditions there was little difference 
between coping styles in the number of memories retrieved, 
but across all the negative recall cues repressors 
recalled fewer memories compared to other coping styles. 
Simple effects analysis confirmed that these differences 
between coping styles reached statistical significance in 
the hurt emotion recall condition, F (3,47)=3.71, p<0.05 
and the fear condition, F (3,47)=3.7 6, p<0.05 (Figure 3.3, 
p.157).
Coping Style
Group Low
Anxious
High
Anxious
Repressor Defensive 
H. Anxious
Controls 4.96 3.83 3.83 4.39
(1.42) (0.87) (1.81) (1.00)
Alcoholics 3.87 4.11 3.77 4.40
(0.85) (0.96) (0.46) (1.16)
conditions), standard deviations in parentheses.
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Number of memories retrieved as a 
function of coping style and emotion cue
Cue type
General
L jF e a r
low anxious high anxious repressor
Coping Style
defensive high anxio
Figure 3.3
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Latencies of first memory retrieved
The latency for first memory data was subjected to a 2 
(group type) x 4 (coping style) x 6 (emotion type) 
factorial analysis of variance with repeated measures on 
the emotion type factor. The means and standard deviations 
of latency to retrieve first memory as a function of group 
and coping style are shown in Table 3.7, p. 160. A main 
effect of group type was observed, F (1,43)=5.46, p<0.05 
with recall latencies being generally greater (i.e. slower 
to retrieve) for first memory among the alcoholic group 
compared to control subjects. An interaction between group 
and emotion type was observed, F (5,215)=2.71, p<0.05
(Figure 3.4, p.161) confirming the observation of the 
alcoholic subjects demonstrating a faster response 
(Mean=6.66) compared to controls (Mean=8.64) for recall in 
the hurt emotion condition and little difference in 
response latency in the fear condition. However, a Mauchly 
sphericity test was performed on this within-subject 
variable and was significant W=0.090, Chi-square=98 . 7 6 with 
14 degrees of freedom, p<0.001, indicating that the 
distribution of the data set may be violating the 
parametric F assumption. To compensate for this potential 
violation a Greenhouse-Geisser epsilon correction was used 
with modified degrees of freedom and this interaction 
effect became non-significant, F (2.31,215)=2.71, p=0.64. In 
view of this, no further posteriori analyses were performed 
and the findings from the original interaction effect are
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to be treated with caution.
A significant main effect of emotion cue type was observed, 
F (2.31,215)=9.70, p<0.001 (following Greenhouse-Geisser
epsilon correction). A planned contrast was performed and 
revealed that recall of first memory was faster under the 
general recall condition compared to the combined emotion 
cues, F (1,50)=28.89, p<0.001. A planned contrast of the 
happy emotion cue compared to the combined negative emotion 
cues did not reach significance, F (1,50)=1.29, p=n/s, in 
effect there being no difference in retrieval latencies 
between specific emotion cues when the general recall cue 
was excluded from analysis. Newman-Keuls pair-wise 
comparisons were performed and it was found that there was 
a significant difference in retrieval latency for the anger 
emotion cue when compared to all other cues (q=3.697, 
p<0.05) with retrieval latencies for first memory being 
longer in the anger condition. No other significant 
pairwise differences between retrieval cues other than 
anger were apparent. There was no evidence of a coping 
style by emotion cue interaction, F (15,215)=1.04, p=n/s.
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Coping Style
Group Low High Repressor Defensive
Anxious Anxious H. Anxious
Controls 5.36 6.72 8.59 6.06
(3.31) (5.52) (4.11) (2.60)
Alcoholics 9.72 7.01 9.59 11.50
(3.40) (2.45) (4.26) (7.14)
.mean all cue conditions), standard deviations in
parentheses.
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Latency to retrieve first memory as a 
function of group and emotion cue
Cue type
General
C jF e a r
Contre Alcoholic
Group type
Figure 3.4
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Intensity of memories retrieved
The intensity of earliest memory data was subjected to a 2 
(group type) x 4 (coping style) x 6 (emotion type) x 2 
(time) factorial analysis of variance with repeated 
measures on the emotion type factor and the time factor. 
The means and standard deviations of intensity of emotion 
associated with earliest memory as a function of group and 
coping style are shown in Table 3.8, p.166. A main effect 
of group was observed, F (1,43)=23.78, p<0.001, with
alcoholic subjects demonstrating a general higher level of 
intensity of emotion for recalled memories. The effect of 
coping style was also significant, F (3,43)=3.54, p<0.05, 
with repressors labelling recalled memories with less 
emotional intensity than other coping styles. A main effect 
of time was evident, F (1,43)=178.99, p<0.001, reflecting 
the general finding that subjective intensity of emotion 
dropped between time of experience and time of recall. Of 
greater interest was the finding of a significant 
interaction between time and group, F (1, 43) =29.16, p<0.001, 
reflecting the finding that where there was little 
difference between groups in intensity at time of 
experience, at time of recall there was a significant 
difference between groups with control group subjects 
reporting relatively less intensity of emotion compared to 
the alcoholic group. This interaction of time and group was 
confirmed by simple effects analysis of the intensity of 
emotion at recall scores which showed the difference
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between groups to be highly significant, F (1,49)=659.61, 
p<0.001. A significant interaction between time and coping 
style was also apparent, F (3, 43)=4.44, p<0.01,
demonstrating that though there was little difference
between coping styles in intensity of emotion at time of 
experience, at time of recall there was a difference 
between coping style groups with low anxious and repressor 
subjects reporting less intensity of emotion than defensive 
high anxious and high anxious groups. Simple effects
analysis of the intensity at recall confirms these
differences between coping styles to be highly significant, 
F(3,47)=5.00, P<0.005.
A Mauchly sphericity test was performed on the emotion type 
within-subject effect and was significant W=0.508, Chi- 
square=27.83 with 14 degrees of freedom, p=0.015,
indicating that the distribution of the data set may be 
violating the parametric F assumption. To compensate for 
this potential violation, a Greenhouse-Geisser epsilon 
correction was used with modified degrees of freedom on 
analyses involving this within-subject effect. A main 
effect of emotion cue type was observed, F (3.96,215)=5.84, 
p<0.001, with happy memories being generally recalled as 
more intense than negative memories and the general recall 
cue. However, this main effect of emotion cue type must be 
interpreted with caution in view of the finding of a 
significant interaction between group and emotion cue type,
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F (3.96,215)=3.70, p<0.01. This interaction can be
interpreted from the observation that while there is little 
difference in intensity scores between groups for the 
general and happy recall cues, there was a difference in 
intensity of emotion for the negative emotion cues with 
control subjects reporting less intensity of emotion under 
these recall conditions than alcoholic subjects. Simple 
effects analyses were performed and confirmed that these 
differences between groups were marginally significant in 
the case of the sad recall cue, F (1,49)=3.71, p=0.06, and 
highly significant in the hurt, F (1,49)=10.57, p<0.005, 
fear, F (1,49)=22.76, p<0.001, and anger, F (1,49)=14.40, 
p<0.001 conditions. Evidence of a three way interaction of 
emotion cue type x coping style x group, F (15,215)=1.72, 
p=0.049, was significant only on uncorrected F. Following 
correction using Greenhouse-Geisser epsilon, this 
interaction no longer attained statistical significance, 
F (11. 87, 215) =1. 72, p=n/s, and will not be commented on 
further.
A time x emotion cue interaction was observed, 
F (5,215)=12.70, p<0.001, indicating a differential effect 
of emotion cue on intensity over time. Though negative 
emotions were recalled as being marginally more intense 
than happy memories at the time of experience, at present 
time recall, negative memories were assessed as being less 
intense than general or happy memories with fear memories
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being the least intense at present time recall.
A three way interaction between group x time x emotion cue 
type attained significance, F (5,215)=3.07, p<0.05.
Examination of this interaction reveals that though there 
is little difference between groups across emotion cues at 
the time of experience, intensity of emotion scores at 
present time recall are relatively more intense for the 
alcoholic group compared to the control group particularly 
for negative emotion cues. Simple effects analyses 
confirmed these observations revealing highly significant 
differences between groups for emotion cues sad, 
F(l,49)=11.92, p<0.001, hurt, F (1,49)=38.05, p<0.001, fear, 
F(l,49)=23.12, p<0.001, and anger, F (1,49)=44.41, p<0.001. 
To unpack this interaction still further, within-subject 
simple effects analyses at each level of time and group 
were performed. Simple effects analysis of the control 
group revealed a significant effect of emotion cue type 
only at present time recall, F (3.62,120)=10.13, p<0.001, 
whereas the alcoholic group demonstrated significant 
effects of emotion cue type at both time of experience, 
F (3.25,125)=5.53, p<0.005, and at present time recall,
F (3.49,125)=4.74, p<0.005. This three way interaction is 
depicted in Figures 3.5, p.167 and 3.6, p.168.
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Coping Style
Group Time Low
Anxious
High
Anxious
Repressor Defensive
H.
Anxious
Control ATOE* 6.13
(0.62)
6.40
(0.56)
5.80
(0.54)
5.86
(0.96)
Alcoholic ATOE 6.12
(0.37)
6.28
(0.62)
5.80
(0.49)
6.13
(0.56)
Control At 2.41 3.03 2.50 4.19
Recall (1.04) (1.06) (1.45) (0.93)
Alcoholic At 4.17 5.01 4.63 5.40
Recall (1.57) (0.56) (0.54) (0.96)
Table 3.8 Intensity of emotion mean scores (mean all 
emotion conditions), standard deviations in parentheses 
(*ATOE = At time of experience).
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Emotional intensity associated with earliest 
memory at time of experience
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Emotional intensity associated with earliest 
memory at time of recall
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Figure 3.6
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Locus of control
Mean scores of locus of control by group and by coping 
style are shown in Table 3.9. Control subjects mean locus 
of control scores were slightly higher (external) than the 
alcoholic group, however an independent t-test revealed no 
significant differences in locus of control between the 
alcoholic and control groups, t=0.59, df=49, p=n/s. A one­
way ANOVA was performed with locus of control scores as the 
dependent variable and coping style as the independent 
variable. No differences were found between groups, 
F (3,47)=0.919, p=n/s. Finally, a one-way ANOVA was 
performed on locus of control scores as the dependent 
variable and eight groups defined by the convergence of 
group and coping style (e.g. alcoholic repressors etc) as 
the independent variable. Again, no differences were found 
between groups classified in this way, F (7,43)=1.1180, 
p=n/s.
Coping Style
Group Low
Anxious
High
Anxious
Repressor Defensive 
H. Anxious
Controls 12.44
(5.13)
14.00
(2.12)
13.20
(5.36)
13.0
(5.40)
Alcoholics 15.50
(3.42)
13.33
(3.42)
10.80
(3.70)
9.00
(2.55)
Table 3.9 Locus of Control scores (mean) definec by the
deviations in parentheses).
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3.8 Discussion
The finding from the initial subject selection process that 
repressors and low anxious subjects appeared to be under­
represented and high anxious subjects over-represented in 
the alcoholic group is worthy of note. It is generally 
acknowledged that chemically dependent alcoholics often 
present with elevated levels of anxiety (Bowen et al, 
1984) . These high levels of anxiety are generally accepted 
to be secondary to chemical dependency (Schuckit, 1983) 
with levels of anxiety reducing with treatment and 
abstinence. Since the alcoholic subjects in this study were 
all abstinent it is possible that individuals who self­
select to attend A.A. may be representative of a 
heterogenous group in comparison to non-A.A. abstinent 
problem drinkers. Alternatively, it is possible that 
categorisation using the BMAS and MCSD is actually 
identifying an enduring personality feature of alcoholics. 
The technique has not been applied to the problem drinking 
population previously. Since there was no significant 
difference in numbers between the alcoholic and control 
groups for defensive high anxious subjects, it is plausible 
to conjecture that defensiveness may be a pivotal concept 
in discriminating between alcoholic subtypes. Low numbers 
of repressors may have implications in terms of 
psychopathology but is problematic in interpretation in 
terms of maladaptive drinking behaviour. For example, 
speculating that from the results reported alcoholics may
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have a deficit in mental defenses that gives rise to a 
subjective experience of high levels of anxiety, this group 
may utilise alcohol for anxiety reduction purposes that 
would not be a causal issue for repressors, essentially 
high anxious individuals might not develop problem drinking 
behaviour if they were defensive enough to be repressors. 
There is recent evidence that repression may, in fact, be 
a psycho-protective process in terms of maintaining self­
esteem (Weinberger and Gomes, 1989) and physical health 
(Lane et al, 1990).
Interestingly, recent work on relative left hemisphere 
activation (Tomarken and Davidson, 1994) has shown that 
repressors have a left hemisphere pattern of alpha wave 
activity opposite to depressed patients. Since alcoholics 
often give 'escape' explanations for drinking and relapse 
(Maisto et al, 1988) that focus on the avoidance of 
unbearable or uncomfortable emotional feelings of negative 
affect, it is conceivable that an inherent or developmental 
inadequacy of a 'repressive mechanism' may be involved in 
the manifestation of problem drinking behaviour.
The finding of an interaction between group and coping 
style for age of earliest memory is particularly striking. 
Alcoholic subjects were found to be significantly younger 
for age of earliest memory on all coping style groups 
except the defensive high anxious coping style. Examination
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of Figure 3.2, p.154 shows this difference to be 
particularly accentuated in the low anxious and repressor 
coping style group. It is of interest that the alcoholic 
repressors showed an absence of a "repression" effect, 
(since the majority of recall conditions are emotionally 
negative) whereas the control repressors age of earliest 
memory was older than all groups classified by coping style 
and group. In effect, control repressors age of earliest 
memory was as expected within the context of the 
conceptualisation of a notion of repression, while 
alcoholic repressors were not. Differential recall of 
childhood memories is regarded as crucial to psychodynamic 
models of therapy (Freud, 1915/1957) yet, paradoxically, in 
terms of recovery of earliest memories, the alcoholic group 
appear to have superior recall over controls. It is, 
however, generally acknowledged that psychodynamic modes of 
treatment are regarded as ineffective for therapeutic 
interventions with problem drinkers. It is therefore 
possible to speculate that the group interaction with 
coping style may be a crucial variable in treatment 
effectiveness whether this be conceived as a personality 
variable or viewed as an information-processing phenomenon. 
The relative ease of access to childhood memory, whether 
viewed as a function of personality or information- 
processing, may be a significant factor in influencing the 
therapy efficacy.
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The finding of a main effect of emotion type with age of 
earliest memory being younger for happy (positive) memories 
compared to negative memories is congruent with previous 
research on emotional recall cueing. Though previous coping 
style research has tended to focus on recall differences 
between positive and negative memories, in the context of 
therapy, it is perhaps more interesting to examine possible 
links between specific emotional elements and 
psychopathology. The interaction of emotion cue type and 
coping style is therefore worthy of further elaboration. 
Earliest sad memories were youngest for the defensive high 
anxious group and oldest for the low anxious group. Since 
these differences were significant it is interesting to 
entertain the notion that low anxious individuals employ an 
alternate strategy of cognitive avoidance of sad memories. 
Evidence from signal detection work (Davis et al, 1988) 
suggests that there is not likely to be a significant 
difference due to response bias for different coping 
styles. Since, by definition, the low anxious subjects are 
unlikely to preferentially apply an anxiety defense 
mechanism, the possibility exists of a cognitive structure 
or process perhaps akin to rationalisation or re­
attribution. Evidence for a re-attributional cognitive 
structure may be accrued from the observation of emotional 
reversal of these findings for the anger emotion condition, 
essentially, low anxious subjects in this condition being 
youngest for age of earliest memory and defensive high
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anxious subjects being oldest.
There are precedents for positing a mechanism of cognitive 
re-fencing of affective memories in recent re-evaluations 
of psychodynamic principles in the light of evidence from 
cognitive science (Power and Brewin, 1991) and developments 
in neurophysiological localisation of emotion centres 
within the brain (e.g. Green, 1987). Thus, a cognitive 
structure that re-attributes feelings of anger (as opposed 
to sadness) to early memories may distinguish clients with 
a low anxious coping style from those with a defensive high 
anxious coping style, whose cognitive structure attributes 
sadness to early memories more readily than it does anger. 
This speculation has implications for the understanding of 
the client therapist relationship, and the course of 
therapy. The psychological implications of a unique 
cognitive structure specific to a particular coping style 
(low anxious) and relevant to identified emotions in terms 
of therapy impact cannot be overstated in interpretation of 
the transference and counter-transference between client 
and therapist i.e. sad memories and feelings being 
communicated as anger and interpreted as such and vice 
versa.
Further, the finding of repressors in the angry emotion cue 
condition being older for age of earliest memory compared 
to the other coping styles is relevant in that repressors
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in this condition had the oldest age of earliest memory 
compared to all other conditions and groups indicates the 
importance of the specifity of negative emotions when 
disassociative processes are concerned. The significant 
interaction between group and emotion type also shows the 
pervasive significance of emotional cueing, illustrated by 
the significant difference between alcoholic and control 
groups for age of earliest memory in the general recall 
condition. There is evidence that free search through 
memory is influenced and mediated by higher order executive 
function (Baddeley, 1976). It is possible that schematic 
networks and associated nodal connections (Sanford, 1991) 
that influence memory search in such a way that the 
alcoholics recalled younger general memories than 
controls.
A critical point then would be the influence of such an 
operational, and presumably unconscious, recall bias on 
behaviour. Though there is little research on this 
particular aspect of recall in alcoholics, the issue is not 
solely a psychodynamic one. Cognitive behavioural therapy, 
and in particular schema focused therapy, have at their 
core the notion that maladaptive cognitive schemata need to 
be challenged and changed to bring about a positive 
behavioural outcome (Beck et al, 1979). A fruitful research 
endeavour then, might be to explore such differences in 
recall bias in alcoholics in order to identify components
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of memory that may be used to maintain adaptive post­
treatment schemas via for example a training programme in 
selective memory search. A non-significant trend was 
observed for age of earliest memory to be younger for the 
alcoholic group across the negative emotion cue conditions 
except for the hurt condition where alcoholics age of 
earliest memory was significantly older than that of 
controls. Since the latter difference was significant, 
elaboration of the meaningfulness of this finding seems 
appropriate. The content of hurt cued recalled memories are 
difficult to specify, since the subjects interpretation of 
this cue could relate to emotional or physical items in 
long-term store. Nevertheless a number of tentative 
explanations can be offered. Firstly, because the hurt cue 
is less well defined, search through memory may place a 
greater load on available cognitive resources and therefore 
make earlier memories difficult to retrieve. This 
explanation is only applicable if a fundamental cognitive 
deficit exists within the alcoholic group.
More interestingly, this may represent a special case of 
the repressive defense. Support for this comes from the 
finding that, as stated, other negative emotion cues 
retrieved earlier negative memories for alcoholics than 
controls, in essence an absence of a repressive process in 
the alcoholic group. Viewed in this way the hurt emotion 
may have special significance developmentally in the
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alcoholic group and, may mediate more complex emotional 
constructs that are relevant to the development of 
addictive behaviour, perhaps as an analogy of expressed 
emotion (E.E.) which has been implicated in a number of 
psychopathologies, and is believed to be a function of 
intra-family communications (Leff, 1976). The implication 
here is that formation of mental defense mechanisms are a 
function of family development and are representative of an 
environmental adaptation process. Extrapolating this to the 
dysfunctional family, it is possible to look beyond a 
social learning explanation of addictive behaviour in terms 
of sibling modelling of parental maladaptive behaviour to 
a more fundamental explanation of intra-family moulding of 
infant mental process via defense mechanisms as an 
expression of family communications. Reviewing the number 
of memories recalled results, it is interesting to note 
that while there was no evidence of a group effect, there 
was an interaction between coping style and emotion type. 
Examination of the data reveals this to be congruent with 
previous coping style research, essentially fewer negative 
memories retrieved by repressors.
The data concerning latency of first memory retrieved 
provide further support for implicating emotional processes 
in the aetiology of addiction, as suggested by the age of 
earliest memory data. The finding of a main effect of group 
with recall latencies being greater for the alcoholic group
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first memory retrieval compared to controls requires 
embellishment in view of the significant interaction 
between group and emotion cue type (note caution regarding 
this interaction in results section). Again the hurt 
emotion cue was conspicuous in that, in contrast to the 
main effect, recall latencies under the hurt emotion 
condition were shorter for alcoholics than controls. The 
hurt cue produced differential effects between groups for 
the age of earliest memory data and, the comments on that 
finding apply with respect to latency also, with the 
proviso that in the age of earliest memory data the hurt 
cue response by alcoholics was a clear repressive effect, 
in the latency condition this was a clear non-repressive 
effect. It seems necessary to postulate an alternate 
process or combination of processes involved in retrieval 
that conform to expected coping style differences yet 
contrast between groups on specific measures of recall 
which may represent an interaction between psychodynamic 
and cognitive information processes. These two very 
different concepts of mental function need not be mutually 
exclusive nor, more importantly, incompatible, as recent 
reviews have attempted to reconcile psychodynamic 
principles with contemporary cognitive accounts of 
psychological process (Power and Brewin, 1991).
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An alternate concept of 'pararepression' in relation to 
alcoholism is proposed and, may be best explained by 
examination of the intensity of emotion results.
Though complex, the pattern of findings from the intensity 
of emotion results, has the greatest relevance in terms of 
psychological differences between groups, particularly when 
this is related to the postulated notion of pararepression. 
The highly significant finding that the alcoholic group had 
a higher level of intensity of emotion for recalled 
memories must be interpreted in relation to the significant 
group by time interaction. Though the alcoholic subjects 
demonstrated a higher level of intensity of emotion for 
recalled memories, the finding that this interacted with 
time is especially important to formulation of a novel 
coping process. The crucial factor here is that while there 
was little difference between groups in emotional intensity 
at the time of experience, at the time of recall there was 
a marked difference in intensity of emotion reported by the 
groups, with the control group reporting less intensity of 
emotion compared to the alcoholic group. This pattern of 
results is further embellished by the significant 
interaction between group by time by emotion cue type with 
the effect of higher intensity of emotion at time of recall 
in the alcoholic group being particularly related to 
negative emotional recall cues. Explanation of this is 
critical in terms of cognitive process and therapeutic
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intervention particularly as the group differences were 
highly significant. This finding can be interpreted as a 
failure by the alcoholic group to show decay of emotional 
intensity over time relative to the control group, this 
failure possibly located in the cognitive apparatus of 
nodal connections between memories and their relevant 
semantic associates (Sanford, 1991). This view would 
constitute a cognitive deficit hypothesis of group 
differences. Alternatively, an explanation invoking the 
concept of mental defense, essentially a failure to 
repress, is also tentatively offered and would, perhaps, 
make more sense of the age of earliest memory group by 
coping style interaction. If the development of mental 
defense mechanisms are pivotal to healthy psychological 
growth, this being a fundamental tenet of psychodynamic 
theory, it follows that the adaptability of such mechanisms, 
are largely a function of optimum infant-adult/significant 
other interaction during the early years of child 
development.
The age of earliest memory and emotional intensity 
differences in alcoholics found in this study may therefore 
provide an insight in to early childhood dysfunctionalism 
that manifests in adult life as problem drinking behaviour. 
By this account, problem drinking behaviour would represent 
the individuals attempt to reduce emotional intensity, in 
effect, alcohol being utilised as a synthetic 'repressor'
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in the presence of an inadequate repressive mental defense 
mechanism. Anecdotal supportive evidence for such a 
position may be drawn from findings on Post Traumatic 
Stress Disorder (PTSD) patients. PTSD in adult life 
following a major disaster has been associated with an 
increase in substance misuse, specifically alcohol misuse 
(Joseph et al, 1993). Alcoholism has been correlated with 
depression and a depressive attributional style resembles 
the attributional style which Joseph et al (1991) associate 
with the breakdown of a repressive mechanism in PTSD. 
Inferring from a developmental perspective that a competent 
repressive mechanism may not be in place in certain 
individuals, it is possible that normal emotional 
experiences in childhood, that would normally be of little 
consequence in the case of an intact repressive mechanism, 
may assume more significance and intensity in the case of 
an individual lacking such an intact mechanism. Coping 
style would therefore be influenced during personality 
development by the child's subjective experience of 
emotional intensity and available cognitive resources. This 
might explain, partially, the general finding that 
psychotherapy is ineffective in the treatment of 
alcoholism. Put rather simplistically, the goal of 
psychotherapy is cure via the acquisition of insight, this 
invariably being linked to the revealing of feelings 
previously unacceptable to the concept of self, these 
feelings being intense enough to be repressed into the
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subconscious.
Since the evidence from this experiment is that in terms of 
emotional intensity alcoholics are under-repressed, the 
psychotherapeutic principle of emotional catharsis becomes 
redundant with this particular group. Counter-intuitively, 
from the results presented here, an appropriate 
psychotherapeutic goal may indeed be to facilitate problem 
drinkers to become more functionally repressed, 
particularly in the case of certain negative emotions such 
as hurt which seem to have special cognitive significance.
Finally, support for this position comes from the locus of 
control results. Since there was no significant difference 
in locus of control orientation between groups, and between 
coping styles, it is possible to conclude that higher order 
belief structures involving control orientation would not 
be responsible for the differences found in this study. It 
is therefore possible to conclude that the processes that 
are involved in the differences found are apparent prior to 
a classical social learning explanation. In concert with 
the locus of control findings, the finding that there was 
no significant differences between groups in initial mood 
negates an explanation that the differences found in this 
study were mood mediated. The process of recall in 
attributional terms is largely a reconstructivist activity 
(Martin and Hewitt, 1996), it is therefore crucial to
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explore the quantitative differences observed in aspects of 
recall between alcoholic and non-alcoholics in order to 
make sense of how such differences may influence social 
construction and interaction as an adjunct to therapy and 
theory synthesis.
Recent developments in models of adaptive parenting have 
placed emotion at the core of parental competence (Dix, 
1991). If the notion of a pararepressive process in 
alcoholism is to be further elaborated, an investigation 
into problem drinkers' reconstructions of the early 
care-giving environment and corresponding parental bonding 
would of value in teasing out the early nurturing 
contribution to such a process. Finally, the acquisition of 
additional repressors in the alcoholic group may be 
criticised on methodological grounds, in that, this 
procedure could be construed as artificially skewing the 
data set. However, in many respects such a criticism is 
unjust because by making the data set more symmetrical, in 
terms of group and coping style cell allocation, the 
experimental design has become more robust, indicating the 
significant differences found between group and coping 
style variables are representative of the effects of a 
number of psychological processes. The justification of the 
subject selection procedure then, is that it has allowed 
occult processes to become accessible to enquiry.
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3.9 Conclusion
The finding that both group and coping style differences 
existed on a number of measures of recall of childhood 
memories has raised issues regarding the adequacy of 
present coping style explanations. An attempt to reconcile 
these differences has been tentatively suggested by a novel 
concept of 'pararepression' that integrates psychodynamic 
and cognitive information-processing models of explanation. 
Using such a concept to understand these findings, 
implications have been suggested regarding the use of 
psychodynamic interventions with alcoholics, suggesting a 
revision of the traditional approach of the pursuit of 
insight. A pressing issue with respect to the variety and 
diversity of the results obtained, is the need for a 
systematic investigation into the determinants of the 
pararepression mechanism in order to generate further 
theory regarding the combinatorial effect of individual 
component processes. Further to this, would be an 
investigation of the applicability of the concept of 
pararepression to other groups. The stability of the coping 
style concept needs to be explored further to determine 
whether the convergence of trait anxiety and defensiveness 
fulfils the criteria for an enduring personality 
characteristic, and thus of increased relevance in terms of 
personality development.
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In summary then, it is concluded that alcoholism may 
represent an end-point of a process determined by coping 
style classification and difficulty in modulating emotional 
intensity with an emphasis on a ’faulty' repression 
mechanism. Further research is necessary to determine the 
relative nativist and empiricist contributions to such 
repression failure. To make sense of the results, and to 
facilitate examination of the multi-factorial convergence 
of processes speculated to be involved in repression 
failure, and that would appear to be separate to that of 
coping style, the notion of 'pararepression' has been 
suggested.
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3.10 Experiment: Two
The results of the pilot study suggest that there exists a 
relationship between repression and alcoholism and that 
this relationship can be detected in the recall of 
autobiographical material. However, the allocation of 
subjects to coping style groups in the pilot study produced 
few numbers of subjects per coping style type limiting the 
generalisability of the experimental findings. Addressing 
the methodological issues in Chapter 2, could the pattern 
of results be due to residual cognitive impairment ? Does 
the use of median split compared to extreme scores have a 
significant impact ? How specific are the recall cues in 
explaining group differences ?
A critique of the methodology employed in the pilot study 
reveals the following salient areas of potential confound 
to be addressed in a larger study:
1. Too few subjects limiting generalisability of 
research findings.
2. The risk of coping style category confound due to
borderline scorers on the BMAS and/or the MCSD.
3. The hybrid of free recall and cued recall
procedures within the same design and analysis
may tap into qualitatively different retrieval 
processes.
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4. The use of a small number of emotional recall 
cues, and the inclusion of one positive cue only, 
limits generalisability to the concepts of 
positivity and negativity in differential recall 
performance regarding affective differences 
between groups.
5. The recruitment and screening of additional
repressors in the alcoholic group may limit
generalisability in terms of skewing a 
representative subject population.
In order to address these issues, experiment two will use 
a substantial subject population and an elaboration of the 
methodology used in experiment one. Safeguards will be 
introduced to prevent the possibility of coping style 
confound by eliminating borderline BMAS and MCSD scorers. 
Free recall and cued recall performance will be analysed 
within separate paradigms. The Autobiographical Memory Test 
(AMT) stimulus words will be used in the cued recall 
condition to facilitate analysis of global positive and 
negative affective recall performance. The free recall
paradigm will also be elaborated upon.
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3.11 Method
3.11.1 Design
The experiment had a mixed design. The independent 
variables were (1) group type, whether subjects were in the 
control group, or the problem drinking group, (2) subject 
coping style, either repressive, low anxious, high anxious 
or defensive high anxious. In the free recall condition 
recollections were coded as being either positive or 
negative in content. This produced a 2 x 4 independent 
groups design. In the cued recall condition a third 
independent variable, emotional recall cue was introduced. 
The emotional cue words were happy, interested, safe, 
successful, surprised, angry, clumsy, fear, hurt, lonely, 
sad and sorry. The cue words fear and sad were added to the 
AMT cues to provide continuity with experiment one. In 
summary, a 2 x 4 x 12 design with repeated measures on the 
recall cue condition. A fourth independent variable, time, 
emotional intensity at time of experience and at recall, 
will be used in examining dependent variable 4, this being 
analyzed in a 2 x 4 x 2 x 12 design with repeated measures 
on the last two factors. The dependent variables were (1) 
number of memories recalled, (2) age of earliest memory, 
(3) time in seconds to recall first memory and (4) 
intensity of emotion associated with earliest memory. The 
hypotheses are essentially restated from experiment one.
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It is predicted that:
1. Alcoholic subjects will recall more negative 
memories than control subjects.
2. Alcoholic subjects will be younger for age of 
earliest negative memory than control subjects.
3. Alcoholic subjects will be faster to retrieve 
negative memories compared to controls.
4. Alcoholic repressors will recall more negative 
memories than control repressors.
5. Alcoholic repressors will be younger for age of 
earliest negative memory than control repressors.
6. Alcoholic repressors will be faster to retrieve 
negative memories compared to control repressors.
7. Repressors will recall fewer negative memories 
than non-repressors.
8. Repressors will be older for age of earliest 
negative memory than non-repressors.
9. Repressors will be slower to retrieve negative 
memories compared to non-repressors.
Neuro-cognitive testing
A neuro-cognitive test battery was administered to subjects 
to ensure that any group differences found were not 
confounded by significant cognitive deficits between 
groups. The test battery was administered to both controls 
and alcoholic subjects. The tests used and the rationale
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for their administration is described below. The test 
battery was administered to subjects between five to eight 
days before the experimental memory tasks. However, due to 
test scheduling limitations, eleven control subjects and 
six alcoholic subjects completed the test battery between 
two and four days after the experimental task. All tests 
were taken from the Lezak (1989/1995) manual on neuro- 
cognitive testing. None of the tests performed were 
restricted by the British Psychological Society (BPS). The 
tests were chosen on the basis of their sensitivity to 
cognitive deficit, particularly in relation to alcoholism, 
and also to provide a degree of testing diversity to 
maintain participant motivation and interest.
The test battery consisted of:
1. The Thurstone Word Fluency Test
The Thurstone Word Fluency Test (TWFT, Thurstone and
Thurstone, 1962, Appendix VIII) has been found to be
sensitive to discriminating patients with frontal lobe
damage compared to controls and patients without frontal
lobe damage/dysfunction (Milner, 1975). The TWFT is
sensitive to frontal lobe damage that accompanies a large
variety of etiologies. It has been suggested that residual
cognitive deficits that are consequential of alcohol abuse
implicate frontal lobe deficits. Subjects are required to 
5 LetTer
write as many words as they can beginning with the letter
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s in five minutes. Subjects are then required to write as 
many four letter words beginning with C in four minutes.
2. Speed of Writing Test
The Speed of Writing Test (SW) developed by Talland (1965, 
Appendix IX) has been shown to discriminate control 
subjects from patients with alcohol related brain damage 
(Talland, 1965). Subjects are required to copy a twelve 
word sentence printed in one-inch type. The speed of 
copying is the dependent variable. Patients with 
Korsakoff's psychosis have been shown to be significantly 
slower in this test than controls.
3. Controlled Oral Word Association Test
The Controlled Oral Word Association Test (COWA, Appendix 
X) was developed by Benton and Hamsher (1989). Subjects are 
required to complete three word-naming trials. On each 
trial subjects are given a letter and are asked to say as 
many words that they can think of that begin with that 
letter. The letters C, F and L are used as naming cues 
since normative data is available on these cue letters 
(Benton and Hamsher, 1989). The cue letters are presented 
in random order. A warm up trial using the letter S, S 
being a very high frequency letter, is provided for 
practice prior to the administration of the test. Each 
trial lasts one minute and the raw score is the sum of the 
words produced in all three trials. The practice trial is
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terminated after the subject has successfully produced two 
appropriate words beginning with the letter S. Errors are 
also counted. Though this test was originally devised as 
part of an aphasia test battery, it has been shown by the 
use of factor analysis to load on a factor labelled 
'abstract mental operation' which includes tests such as 
digit span and mental calculation (Lezak, 1995) providing 
evidence that the COWA is sensitive to detecting cognitive 
deficit particularly that associated with frontal lobe 
dysfunction (Micela et al, 1981). A deficit in the 
generation of words is generally accepted as a reliable 
index of impaired information-processing particularly where 
semantic processing and recall abilities are affected 
(Lezak, 1989/1995).
4. Complex Figure Test
The Complex Figure Test (Rey, 1941) was standardised by 
Osterrieth (1944) and is often described as Osterrieth's 
Complex Figure Test. The test can be administered as a copy 
or recall task. In the context of the present study the 
Complex Figure Test (CFT) will be used in both copy and 
recall modes. The complex Figure and the scoring 
instructions are described in Appendix XI. The test 
requires the subject to copy a complex figure. The complex 
figure is presented to the subject so that its length runs 
along the subjects horizontal plane. The subject is not 
permitted to rotate either the complex figure or the copy
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paper. Though recent CFT administration protocol suggest 
that different colour pens can be used to copy different 
part of the complex figure, this requirement is deemed
unnecessary in the current test procedure as this aspect of 
the test is unlikely to reveal any experimentally relevant 
additional data. A black felt tip pen is used to copy the 
complex design. The subject is given five minutes to 
complete the copy task. The original Rey-Osterrieth (1944) 
scoring system is used since this scoring system is still 
deemed to be highly reliable (Lezak, 1995) . The CFT copy 
task is the first task administered in the test battery. 
The CFT recall task requires the subject to draw from
memory the complex figure one hour after completing the 
copy task. Again, the same scoring system as used in the 
copy task is used to evaluate task performance. The subject 
is given five minutes to recall the figure from memory. The 
subject is informed at completion of the copy task that 
they may have to reproduce the figure from memory at a 
later point in the test programme. The CFT recall task is 
always the last test to be conducted in the test battery.
The CFT copy and recall procedures provide a useful measure 
of neuro-cognitive deficit. It has been found to
discriminate between laterality differences in damage 
(Binder, 1982) . The test has also been shown to
discriminate between frontal lobe and parietal-occipital 
lobe dysfunction (Pillon, 1981) . The CFT can be considered
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to be a sensitive test of neuro-cognitive impairment.
5. The Babcock Story Recall Test
The Babcock Story Recall Test (BSRT) developed by Babcock 
(1930) provides a measure of immediate and delayed recall. 
The test has been extensively used and variants have been 
developed over recent years (Lezak, 1995). The original 
test is deemed to have adequate psychometric properties for 
identifying cognitive recall deficits (Lezak, 1995, p.462). 
The test procedure is described in detail in Appendix XII. 
Subjects hear a short 21 unit story. The story is presented 
on a tape cassette to ensure duration and intonation 
factors are controlled for in story delivery. Immediately 
following the story being heard, the subject is asked to 
tell the experimenter everything that they can remember 
about the story. When the subject has recalled all they can 
about the story over a two minute period, they hear the 
taped story again. Subjects are then asked to recall the 
story again after a twenty minute delay. The dependent 
variable is the number of story units recalled. Four points 
are added to the immediate recall scores in order to equate 
to scores following the delayed recall trial following the 
second reading of the story. The BSRT provides a useable 
measure of deficits due to decreased auditory span and 
impaired information-processing on the immediate recall 
task. The delayed recall task allows deficits in learning 
capacity to be observed.
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6. Brown-Peterson Technique Test
The use of digit span techniques to identify cognitive 
damage has been extensively used in psychometric test 
batteries for many years. However there is some evidence to 
suggest that patients with brain damage may have an 
immediate memory span comparable with that of controls, 
therefore the digit span test, as traditionally 
administered, may not distinguish between subjects with and 
without cognitive impairment. The Brown-Peterson Technique 
(BPT) (reported in Baddeley, 1986) provides a method of 
assessing short-term retention that is sensitive to 
cognitive impairment. A distractor task is used to prevent 
rehearsal of material held in short-term memory store (see 
Chapter 4 for a discussion of models of memory). Subjects 
are read a consonant trigram (i.e. XCP) and then asked to 
count backward from a given number until signalled to stop 
counting, the subject is then asked to report the stimulus 
material. The experimenter varies the time of the 
distractor task between immediate recall (no distractor 
task) and eighteen seconds (increments being 0", 3", 9" and 
18"). The dependent variable is the number of trigrams 
recalled correctly at each duration increment. Five trials 
at each duration increment are conducted making twenty 
trials in total. Full details of the test procedure and 
instructions to subjects are described in Appendix XIII. 
The effect of the distractor task on recall has been useful 
in distinguishing cognitive impairment due to alcoholism
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(Butters and Cermak, 1975). This test is robust against 
age, gender and education level effects (Stuss et al, 
1987) .
7. Auditory-Verbal Learning Test
The Auditory-Verbal Learning Test (AVLT) was developed as 
an easily administered test to measure immediate memory and 
provide a learning curve. The full AVLT can reveal learning 
strategies and elicit retroactive and proactive inhibition 
effects. For the purposes of this study, a shortened 
version will be used to examine group differences in 
immediate memory span and learning curve since these 
factors are of interest in identifying cognitive deficits 
due to alcoholism. Detailed instructions and the stimulus 
material are presented in Appendix XIV. The AVLT consists 
of the presentation of a 15-word list on five occasions 
over a period of no longer than ten minutes. The 
experimenter reads the word list to the subject at the rate 
of one word a second until all fifteen words have been 
spoken. The subject is instructed prior to the reading to 
recall as many of the words as can be remembered in any 
order after the experimenter has finished reading the list. 
The subject is then informed that the list will be read 
again, following which the subject is required to recall as 
many words from the list as possible including those 
recalled on the first trial. The list is then re-read for 
trials three, four and five, the subjects instructions
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being the same as for trial number two. The dependent 
variable is the number of words recalled correctly on each 
trial. The independent variables are group type and trial 
number. It has been demonstrated that a cognitive deficit 
in relation to a reduced learning curve has been 
demonstrated in patients with alcohol related brain damage.
The CFT copy task was always administered first and the CFT 
recall task always administered last. The ordering of the 
remaining tests was randomised in order to counterbalance 
any priming effects associated with successive tests. The 
administration of the whole test battery took between one 
hour and one hour and thirty minutes.
3.11.2 Subjects
117 male native English speaking subjects took part in the 
experiment drawn from an initial pool of 200 subjects. 
Subjects in the alcoholic group (N=56) were members and 
regular attenders of Alcoholics Anonymous (A.A.) Subjects 
in the alcoholic group were required to be currently 
abstinent of alcohol. An exclusion criterion in the 
selection of subjects for the alcoholic group was (a) self- 
report of alcohol related memory difficulties and/or (b) a 
diagnosis of Wernicke’s encephalopathy or Korsakoff’s 
psychosis. Subjects in the control condition were age 
matched to the alcoholic group. Alcoholic subjects were 
deemed suitable for inclusion on the basis of satisfying
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retrospectively, the criteria for a past diagnosis of
alcohol dependence as specified by DSM-IV following a short
interview (Appendix I) with an experienced clinician
specialising in substance misuse (Colin Martin). Exclusion
criteria for subjects in the control group were (a), self-
report of any history of problem drinking (b), a weekly
consumption of alcohol in excess of 30 units and (c) , a 
not
score of^less than 8 on the AUDIT (Babor et al, 1989) 
alcohol use screening questionnaire.
Alcohol use screening
To prevent the possibility of including within the control 
group subjects with excessive or problem drinking, a 
screening procedure was introduced based on a standardised 
questionnaire. The Alcohol Use Disorders Identification 
Test (AUDIT, Babor et al, 1989) core test was used. The 
AUDIT core test provides a reliable method of 
differentiating individuals with a hazardous drinking 
pattern from non-hazardous social drinkers. The AUDIT has 
been shown to be superior to the Michigan Alcoholism 
Screening Test (MAST, Seltzer, 1971) in this regard (Bohn 
et al, 1995) . The AUDIT is shown in Appendix XV. The 
exclusion criteria for control subjects is a score of 8 or 
more on the AUDIT. A score of 8 or more on the AUDIT is 
considered to be strongly indicative of drinking behaviour 
which is harmful.
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Allocation of subjects to the type of coping style 
condition was made on the basis of scores on the short 
version of the Taylor Manifest Anxiety Scale (DMAS, Bendig, 
1956) and the Marlowe-Crowne Social Desirability Scale 
(MCSD, Crowne and Marlowe, 1964) using third splits. 
Repressors scored in the lower third split on the BMAS and 
in the upper third split on the MCSD scale. Low anxious 
subjects scored in the lower third split on both the BMAS 
and the MCSD scale. High anxious subjects scored in the 
upper third split on the BMAS and in the lower third split 
on the MCSD scale. Defensive high anxious subjects scored 
in the upper third split on both the BMAS and the MCSD 
scale. Independent t-tests were performed and revealed that 
there were no significant differences between alcoholic and 
control subjects in terms of manifest anxiety, t=1.37, 
df=198, p=n/s and defensiveness,' t=0.66, df=198, p=n/s
(whole sample N=200) manifest anxiety, t=0.81, df=115,
p=n/s and defensiveness, t=l.ll, df=115, p=n/s (third split 
final sample N=117). A non-significant trend was observed 
in both data from the total subject pool (TSP) , and the 
final third split (TS) data set, for alcoholic subjects to 
have higher levels of manifest anxiety (TSP Mean=8.16, 
controls=7.36, TS Mean=8.16, controls=7.47) and 
defensiveness (TSP Mean=13.39, controls=12.93, TS 
Mean=13.69, controls=12.51) compared to controls. Alcoholic 
subjects were slightly younger (Mean age=35.89, sd=11.26) 
than controls (Mean age=39.41, sd=10.23) though this did
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not reach significance t=1.17, df 115, p=n/s). A one-way 
ANOVA was performed on the age of subject data using the 
conjunction of group and coping style to determine 
category. Again, no significant group differences were 
found, F (7,116)=1.18, p=n/s. Chi-square analysis was 
performed on subject social class defined by occupation 
(OPCS, 1991) and revealed that no significant differences 
existed between groups, chi-square=l.11, df=5, p=n/s.
Further, no group differences were evident between 
alcoholic and control subjects in terms of their marital 
status (Appendix VI) , chi-square=6.64, df=4, p=n/s. Control 
subjects had a slightly larger number of years in education 
(Mean=13.57) compared to the alcoholic group (Mean=12.71) 
but an independent t-test revealed that this difference was 
not significant t=1.64, df=l,115, p=n/s. The absence of 
significant group differences on the socio-demographic data 
indicates that subjects can be considered matched on these 
variables. Subjects were naive to the experimental 
hypotheses. Subjects were all unpaid volunteers. The mean 
BMAS and MCSD scores are shown in Table 3.10, p.201.
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Scale
Total
Low
Anxious
High
Anxious Repressor
Defensive
High
Anxious
BMAS
Control
Mean 7.36 4.10 11.42 3.75 13.62
(SD) (4.18) (1.59) (1.78) (1.48) (3.10)
Alcoholic
Mean 8.16 3.77 10.86 4.58 11.82
(SD) (4.08) (1.17) (1.61) (1.51) (3.63)
MCSD
Control
Mean 12.93 7.85 8.50 16.88 18.00
(SD) (4.81) (3.51) (2.94) (2.42) (2.92)
Alcoholic
Mean 13.39 7.69 8.57 20.17 17.94
(SD) (5.04) (2.69) (1.99) (3.35) (2.05)
Table 3.10 Mean scores and standard deviations of 
subjects categorised by group and coping style.
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3.11.2.1 Initial subject recruitment
Initial data was collected from 200 participants, these 
being 100 control and 100 alcoholic subjects^. Prior to 
final subject selection scores from the total subject 
pool were used to determine subject coping style based on 
median split techniques (experiment one). Coping style 
categories based on the median split criteria were 
analysed using chi-square to examine the distribution of 
subjects between group and coping style. The results of 
the chi-square analysis did not reach significance, chi- 
square=4.849, df=3, p=n/s. A purely descriptive
examination of the number of subjects per cell reveals 
that, as in experiment one, there were fewer repressors 
and low anxious numbers of subjects than expected in the 
alcoholic group. Consistent with the findings of 
experiment one, high anxious alcoholic subjects were over 
represented when compared to the cell expected 
frequencies. This finding was also found in the case of 
defensive high anxious alcoholic subjects (Table 3.11, 
p.203).
^Note: Data was collected from an absolute total of 233 
subjects. However, 33 subjects (Alcoholic N=19 and Control 
N=14) did not complete the whole test procedure or provide 
a complete data set. Data from these subjects was discarded 
from the analysis. Further subjects were recruited to 
complete a cohort of 100 alcoholic and 100 control subjects.
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Group Low
Anxious
High
Anxious
Repressor Defensive
High
Anxious
Control 35 19 23 23
(N=100) (30) (24) (20.5) (25.5)
Alcoholic 25 29 18 28
(N=100) (30) (24) (20.5) (25.5)
style from initial subject selection determined by median 
split technique). Expected frequencies are in parentheses.
3.11.2.2 Final subject partitioning
Using the third split selection criteria 117 (56
alcoholics) subjects were selected from the initial pool of 
200 tested subjects and allocated respective cognitive 
coping styles. A chi-square analysis was once again 
conducted on the relative distribution of subjects as a 
function of group and coping style. The chi-square analysis 
did not reach significance, chi-square=3.044, df=4, p=n/s. 
A descriptive examination of the subject distribution did 
reveal that, when compared to expected cell frequencies, 
alcoholic repressors were, once again, under represented. 
Alcoholic subjects accounted for more high anxious and 
defensive high anxious subjects when evaluated against 
expected cell frequencies. The final distribution of 
subjects as a function of group type and coping style is 
shown in Table 3.12, p.204. Note: Non-extreme scorers are 
shown for completeness but are not used in the main 
analysis.
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Group Low
Anxious
High
Anxious
Repressor Defensive
High
Anxious
Non- *
Extreme
Scorers
Control 20 12 16 13 39
(16.5) (13) (14) (15) (41.5)
Alcoholic 13 14 12 17 44
(16.5) (13) (14) (15) (41.5)
style from final subject selection. N=117, expected 
frequencies are in parentheses (^non-extreme scorers shown 
for completeness).
3.11.3 Apparatus and Materials
A digital stopwatch was used to measure response latencies. 
Pencil and paper were used to record recall performance 
data.
Pre-test
The Marlowe-Crowne Social Desirability Scale (Crowne and 
Marlowe, 1964), Manifest Anxiety Scale (Bendig, 1956) and 
a general mood assessment scale (Appendix XVI) were 
administered to each subject. Socio-demographic data was 
recorded.
3.11.4 Procedure
Subjects were tested individually in a quiet room by the 
experimenter. Subjects were informed that the experiment 
was designed to explore the ability to recall childhood 
memories. The experimental procedure was explained to 
subjects and any outstanding questions were dealt with
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before the experimental session began. The instructions 
read to subjects are described verbatim in Appendix VII.
General recall
The general recall condition was always conducted first, 
following Davis and Schwartz (1987). Subjects were asked to 
think back to childhood up to 14 years of age to recall any 
memories up to age 14. The content of the memory was 
immaterial. They were informed that specific details of the 
memory were not required in order to minimise the 
possibility of subjects recalling but not reporting 
memories because of embarrassment. Subjects were asked to 
knock on the table when they thought of a memory of 
childhood and asked to write down the memory in a few words 
and then to think back to childhood to recall further 
experiences. This was recorded by the subject using paper 
and pencil. The time in seconds to recall was recorded by 
the experimenter. Latency for the recall of the first 
memory only was taken. Subjects were given 60 seconds to 
recall memories. The experimenter recorded the total number 
of memories recalled. Following this procedure the 
experimenter interviewed the subject regarding memories 
recalled and requested the subject to label each recalled 
memory as being either positive or negative in nature. The 
experimenter recorded the subjects response for each 
memory.
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Emotion cued recall
Subjects were asked to think back to childhood up to 14 
years of age and informed that they would be required to 
recall memories of a specific emotional content. There 
would be twelve recall conditions, each with a different 
emotion. The specific emotions were happy^ interested^ 
safe, successful, surprised, angry, clumsy, fear, hurt, 
lonely, sad and sorry. Happy, interested, safe, successful 
and surprised were taken as the five positive cue words 
from Williams and Broadbent's (1986) Autobiographical 
Memory Test (AMT). Likewise, the five negative cue words, 
sorry, angry, clumsy, hurt and lonely were taken from the 
AMT. In addition the negative cues fear and sad were also 
used to facilitate comparison with experiment one. Order of 
presentation of each of the emotional cues was random 
across subjects. No elaboration was given as to the 
definition of the emotion. Subjects were asked to knock on 
the table when they thought of a memory of childhood 
associated with the emotion cue and asked to write down the 
memory in a few words and then to think back to childhood 
to recall further experiences. Subjects were given 60 
seconds to record as many memories as possible. Again the 
experimenter recorded the latency of the first memory 
recalled only. The experimenter also recorded the total 
number of memories recalled. After recall the experimenter 
used notes taken during the trial to prompt the subject to 
describe the intensity of the emotion at the time of
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experience occurred in childhood for the earliest memory 
and also the intensity of the emotion at the time of 
recall. These were scored on a 7 point scale ranging from 
1 = mildly, to 7 = extremely intense. This procedure was 
then repeated for the eleven remaining emotion cues.
3.11.5 Results
Initial mood ratings
A multivariate analysis of variance (MANOVA) was performed 
on the initial mood data with group and coping style as the 
independent variables. No significant differences were 
found in mood between group or coping style, nor was there 
any evidence of a group x coping style interaction. The 
results of the MANOVA are summarised in Table 3.13.
I.V. Value Approx F Hypoth
DF
Error DF Sig of 
F
Group 0.106 1.345* 8 101 0.230
Coping
style
0.270 1.122 24 299 0.317
Coping 
style X 
group
0.287 1.195 24 299 0.244
test of significance (*Exact F).
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Psychometric testing
The results of all the tests conducted in the psychometric 
test battery are summarised in Table 3.14, p.213.
Thurstone Word Fluency Test
The number of words generated was virtually identical for 
both control (Mean=56.04) and alcoholic subjects 
(Mean=56.66). An independent t-test was performed on the 
data t=0.36, df=115, p=n/s, and revealed that no
significant differences existed between groups on the TWFT.
Speed of Writing Test
The latencies to complete the SW test was subjected to an 
independent groups t-test. Though the alcoholic group 
appeared to be marginally slower (Mean=34.40) to complete 
the task compared to controls (Mean=33.23) , this did not 
reach statistical significance, t=0.94, df=115, p=n/s.
Controlled Oral Word Association
The number of words generated by the control subjects 
(Mean=40.49) was slightly larger than those generated by 
the alcoholic group (Mean=39.94) however, an independent t- 
test revealed that this small difference was not 
statistically significant, t=0.68, df=115, p=n/s.
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Complex Figure Test
Little difference was observed in scores on the copy task 
of the CFT with control subjects scoring slightly higher 
(Mean=35.08) than the alcoholic subjects (Mean=34.83). An 
independent t-test was performed revealing the absence of 
a significant group difference, t=0.94, df=101.27, p=n/s, 
(modified degrees of freedom following significant Levene ' s 
test for equality of variances F=5.056, p=0.026). On the 
CFT recall task control subjects scores (Mean=20.22) were, 
once again, slightly greater than the alcoholic group 
(Mean=19.71). An independent t-test revealed that this 
difference was not statistically significant, t=0.76, 
df=109.12, p=n/s, (modified degrees of freedom following 
significant Levene’s test for equality of variances 
F=7.151, p=0.009).
Babcock Story Recall Test
On the immediate recall task of the BSRT it was interesting 
to note that the alcoholic subjects remembered slightly 
more units of the story (Mean=12.42) compared to the 
control group (Mean=12.24), however, an independent t-test 
revealed that this difference did not reach statistical 
significance, t=0.41, df=115, p=n/s. On the delayed recall 
task of the BSRT alcoholic subjects seemed to remember 
slightly less of the story units (Mean=15.76) compared to 
the control group (Mean=15.82) . An independent t-test again 
revealed that these group differences were too small to
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attain statistical significance, t=0.12, df=115, p=n/s. 
Brown-Peterson Technique Test
All subjects had a 100% correct recall performance on the 
immediate recall task making a further analysis of these 
scores unnecessary. On the three second distractor task 
control subjects recalled a greater percentage correct of 
the trigrams (Mean % correct=74.42) compared to the 
alcoholic group (Mean % correct=72.50). However, on the 
nine second distractor task the alcoholic subjects recalled 
a greater percentage correct (Mean % correct=68.93) 
compared to the control subjects (Mean % correct=63.27). 
Under the eighteen second distractor task the percentage 
correct scores were more or less identical with the 
alcoholic group showing a slight recall advantage (Mean % 
correct=53.92) compared to the control group (Mean % 
correct=53.44). The mean score of all recall conditions 
revealed a small recall advantage in favour of the 
alcoholic group (Mean % correct=73.83) compared to control 
subjects (Mean % correct=72.78). None of the group 
differences reported reached statistical significance 
(Table 3.14). A supplementary two-way ANOVA was conducted 
on the three, nine and eighteen second data points making 
a 2 (group) x 3 (distractor time) design with repeated 
measures on the distractor time factor. No main effect of 
group was observed, F(1,115)<1, p=n/s, neither was there 
evidence of an interaction between group and distractor
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time, F (2,230)=1.53, p=n/s. As would be predicted, a highly 
significant main effect of distractor time was observed, 
F = (2,230)=40.95, p<0.001, confirming the observation that 
recall efficiency decreased with increased distractor time.
Auditory-Verbal Learning Task
On the first recall condition of the AVLT little difference 
was observed in the recall scores between groups. The 
alcoholic group recalled slightly more (Mean=6.55) of the 
to-be-remembered words than the control group (Mean=6.47). 
On the second recall condition alcoholic subjects again 
demonstrated a small recall advantage (Mean=8.67) in 
comparison with the control group (Mean=8.46). After the 
third reading of the TBR word list the alcoholic subjects 
maintained a minimal recall advantage (Mean=10.57) over the 
control group (Mean=10.50) . Following the fourth recitation 
of the TBR word list the control group recalled a slightly 
larger number (Mean=12.54) of the TBR words compared to the 
alcoholic group (Mean=12.32) . Following the fifth 
recitation of the word list the control group recalled, 
once more, a minimally larger number (Mean=13.67) of the 
TBR words than the alcoholic group (Mean=13.42). On the 
thirty minute (sixth) recall task the control group 
recalled a slightly larger number (Mean=12.03) of the TBR 
words than the alcoholic group (Mean=11.57). Independent t- 
tests were performed on all the above scores with no 
significant group differences being observed (Table 3.14) .
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A supplementary two-way ANOVA was conducted on the first 
five recall data points making a 2 (group) x 5 (number of 
word list recitations) design with repeated measures on the 
recitation factor. No main effect of group was observed, 
F(1,115)<1, p=n/s, neither was there evidence of an 
interaction between group and number of word list 
recitations, F(4,460)<1, p=n/s. A highly significant main 
effect of number of word list recitations was observed, 
F(4,460)=379.44, p<0.001, confirming the observation of a 
learning curve following repeated exposure to the word 
list, note the thirty minute recall data is included for 
completeness but was not used in the two-way ANOVA).
212
Test Type Control
Group
Alcoholic
Group
t values 
(df=115)
TWFT 56.04 (9.14) 56.66 (9.17) 0.36 p=n/s
SWT 33.23 (6.43) 34.40 (6.94) 0.95 p=n/s
COWA
CFT
40.49 (4.19) 39.94 (4.73) 0.68 p=n/s
Copy
CFT
35.08 (1.19) 34.83 (1.59) 0.93 p=n/s
Recall
BSRT
20.22 (4.17) 19.71 (3.01) 0.77 p=n/s
Immediate
BSRT
12.24 (2.32) 12.42 (2.51) 0.41 p=n/s
Delayed
BPTT
15.82 (2.65) 15.76 (2.15) 0.12 p=n/s
Immediate
BPTT2
100 (0 .00) 100 (0 .00) No variance
3 Seconds 
BPTT3
74.42 (13.73) 72.50 (14.04) 0.75 p=n/s
9 Seconds 
BPTT4
63.27 (19.04) 68.92 (21.21) 1.52 p=n/s
18 Seconds 
BPTT5
53.44 (17.78) 53.92 (21.88) 0.13 p=n/s
Mean (1-4) 
AVLTl
72.78 (8.39) 73.83 (9.39) 0.64 p=n/s
Immediate 6.47 (2.02) 6.55 (2.08) 0.21 p=n/s
AVLT 2 8.45 (1.89) 8.67 (2.16) 0.59 p=n/s
AVLT 3 10.50 (1.82) 10.57 (2.14) 0.17 p=n/s
AVLT 4 12.54 (1.52) 12.32 (1.44) 0.80 p=n/s
AVLT 5 
AVLT 6 
30 Minutes
13.67 (1.08) 13.42 (1.25) 1.13 p=n/s
Delay Recall 12.03 (1.12) 11.57 (1.42) 1.95 p=n/s
Table 3.14 Results of the psychometric test battery 
administered to each group, standard deviations in 
parentheses.
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Free recall
The means for the number of positive and negative memories 
recalled, the age of earliest positive and negative 
memories to be recalled data was subjected to a one-way 
ANOVA. The mean scores and standard deviations are shown in 
Table 3.15, p.215. No significant group differences were 
observed in the number of positive memories recalled, 
F (7,116)<1, p=n/s, and in the number of negative memories 
recalled, F (7,116)=1.55, p=n/s. A descriptive examination 
of the mean scores reveals that control repressors recalled 
fewer negative memories and were older for the age of 
earliest negative memory than all other groups. The finding 
that no overall effect of repressive coping style was found 
may be explained by the finding that alcoholic repressors 
age of earliest negative memory and age of earliest memory 
nested within the scores of the other alcoholic groups 
categorised by coping style. Since the hypotheses tested 
predict that alcoholic repressors will be qualitatively 
distinct from control repressors, a supplementary analysis 
was performed comparing the scores of control repressors 
against the combined scores on each variable of all other 
groups. It was found that control repressors compared to 
all other subjects recalled significantly fewer negative 
memories, t=2.89, df=26.56, p<0.01 (degrees of freedom
modified following Levene ' s test for equality of variances, 
F=5.752, p<0.05) than the combined group. It was further 
found that control repressors were significantly older that
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the combined group for age of oldest memory, t=2.48, 
df=115, p<0.05. This reformulation of group type is deemed 
valid since the differences found were implicit to the 
original hypotheses. Though no significant differences were 
found between control and alcoholic subjects in terms of 
the number of negative memories recalled, t=1.65, df=115, 
p=n/s, it was observed that a marginally significant 
difference, t=1.77, df=115, p=0.079, in the age of earliest 
negative memory was observed between control (Mean 5.95) 
and alcoholic subjects (Mean 5.46).
Coping Style
Variable Group Low
Anxious
High
Anxious
Repressor Defensive
High
Anxious
Number of Control 3.85 3.58 3.69 2.85
positive (1.66) (1.31) (1.89) (1.63)
memories
recalled
Alcoholic 3.92
(1.55)
3.14
(2.03)
3.08
(1.44)
3.00
(1.50)
Number of Control 2.10 2.67 1.63 2.69
negative (1.59) (1.61) (1.15) (1.60)
memories
recalled Alcoholic 2.69
(2.10)
2.50
(1.70)
2.75
(1.36)
2.88
(1.93)
Age of Control 5.40 5.75 5.38 5.69
earliest (1.27) (1.06) (0.89) (0.85)
positive Alcoholic 5.00 5.64 5.17 5.53memory
(1.41) (1.45) (0.94) (0.94)
Age of Control 5.80 5.92 6.56 5.46
earliest (1.32) (1.24) (1.79) (1.71)
negative Alcoholic 5.85 5.00 5.83 5.29memory
(1.28) (1.24) (1.99) (1.10)
Table 3.15 Number of memories recalled and age of earliest 
memory recalled as a function of coping style and group 
type, standard deviations in parentheses.
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Cued recall
Age of earliest memories
The age of earliest memory data was subjected to a 2 (group 
type) X 4 (coping style) x 12 (emotion type) factorial 
analysis of variance with repeated measures on the emotion 
type factor. The means and standard deviations are 
presented in Table 3.16, p.218. A main effect of group was 
observed, F (1,109)=6.70, P<0.05, with control subjects
being significantly older for age of earliest memory 
compared to alcoholic subjects. A significant main effect 
of coping style type was also observed, F (3, 109)=2.80, 
p<0.05, with repressors being older for age of earliest 
memory (Mean=5.72 years) than all other coping styles, 
posteriori LSD testing confirming that repressors were 
significantly older for age of earliest memory than low 
anxious (Mean=5.41 years) and defensive high anxious 
(Mean=5.63 years) subjects but not the high anxious group 
(Mean=5.67 years). No interaction was observed between 
group type and coping style, F (3,109)=1.32, p=n/s. A 
significant main effect of emotion type was observed,
F (11,1199)=2.41, p<0.01, with age of earliest memory being 
generally older for negative memories compared to positive 
memories. Interestingly, no interaction was observed 
between coping style and emotion type (against prediction),
F (33,1199)=1.23, p=n/s, indicating that the main effect of 
coping style type observed indicated a general repressive 
effect on positive as well as negative memories for the
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repressor group. However, a supplementary one way ANOVA was 
performed on the collective mean scores of the negatively 
cued data only, F (3,116)=1.018, p=0.06, and post-hoc LSD 
testing revealed that repressors were significantly older 
for age of earliest negative memory than all other groups. 
In contrast, a highly significant interaction was observed 
between group type and emotion type, F (11, 1199)=2.89, 
p=0.001. This interaction was unpacked using simple effects 
analysis revealing that under the successful cue condition, 
alcoholics age of first memory was significantly older than 
controls, F (1,115)=5.50, p<0.05, whereas in the anger cue 
condition, alcoholics were significantly younger for age of 
earliest memory, F (1,115)=56.50, p<0.001, compared to
controls. This finding was further supported by the 
observation of a significant group by emotion cue type 
interaction, F (11,1199)=2.89, p=0.001. A significant main 
effect of emotion cue type was observed, F (11,1199)=2.41, 
p<0.05, reflecting the finding that earliest negative 
memories tend to be recalled as occurring at an older age 
than positive memories. No coping style by emotion cue type 
interation was observed, F (33,1199)=1.23, p=n/s, neither 
was there evidence of a higher order interaction between 
coping style, group and emotion cue type, F (33,1199)=1.18, 
p=n/s (Figure 3.7, p.219).
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Coping Style
Variable Group Low
Anxious
High
Anxious
Repressor Defensive
High
Anxious
Age of Control 5.35 5.57 5.70 5.54
earliest (0.51) (0.50) (0.67) (0.61)
positive Alcoholic 5.48 5.73 5.28 5.72memory
recalled (0.60) (0.65) (0.76) (0.69)
Age of Control 5.63 6.11 6.00 5.64
earliest (0.56) (0.74) (0.85) (0.61)
negative Alcoholic 5.10 5.34 5.68 5.62memory
recalled (0.43) (0.52) (0.60) (0.42)
Table 3.16 Age of ear].lest memory recalled as a function of
coping style, group type and cue affect, standard 
deviations in parentheses.
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Age of earliest memory recalled
averaged across positive and negative cues
0) 5.0
Cue type 
HI Positive 
Negative
Group and coping style combined
Figure 3.7
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Number of memories retrieved
The number of memories retrieved data was subjected to a 2 
(group type) x 4 (coping style) x 12 (emotion type) 
factorial analysis of variance with repeated measures on 
the emotion type factor. The means and standard deviations 
are presented in Table 3.17, p.221. A highly significant 
main effect of coping style was observed, F (3,109)=4.07, 
p<0.01, reflecting the finding that repressors recalled the 
fewest memories of all groups. A post-hoc one-way ANOVA, 
F (3,116)=4.58, p<0.01, followed by Newman Keuls testing 
revealed that this difference in coping style was 
significant between repressors and the high anxious 
(Mean=4.85) and defensive high anxious (Mean=4.97) groups, 
but not the low anxious group (Mean=4.64). Further post-hoc 
analysis revealed the same pattern of results for 
negatively cued memories, F (3,116)=5.35, p<0.002,
indicating a strong influence of negative cueing on the 
significant main effect of coping style type differences 
commented on earlier. No main effect of group type was 
found, F(1,109)<1, p=n/s. No interaction was observed 
between group type and coping style, F(1,109)<1, p=n/s. 
Interestingly, no main effect of emotion type was found, 
F (11,1199)=1.01, p=n/s. No significant interactions were 
observed between coping style and emotion cue type, 
F (33,1199)=1.08, p=n/s, or group and emotion cue type, 
F (11, 1199) =1. 25, p=n/s. No higher order interaction between 
group, coping style and cue type was observed,
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F (33, 1199)<1, p=n/s (Figure 3.8, p.222).
Coping Style
Variable Group Low
Anxious
High
Anxious
Repressor Defensive
High
Anxious
Number of 
positive 
memories 
retrieved
Control
Alcoholic
4.71
(0.85)
4.52
(0.70)
4.63
(0.97)
4.97
(0.83)
4.57
(1.05)
4.65
(1.13)
5.00
(1.06)
4.68
(1.14)
Number of 
negative 
memories 
retrieved
Control
Alcoholic
4.63
(0.55)
4.69
(0.81)
4.88
(0.61)
4.87
(0.89)
4.19
(0.73)
4.36
(1.08)
4.73
(0.78)
5.34
(0.94)
Table 3.17 Number of memories retrieved as a function of 
coping style, group type, and cue affect, standard 
deviations in parentheses.
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Number of memories recalled
averaged across positive and negative cues
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Cue type
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Group and coping style combined
Figure 3.8
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Latencies of first memory retrieved
The latency to retrieve first memory data was subjected to 
a 2 (group type) x 4 (coping style) x 12 (emotion type) 
factorial analysis of variance with repeated measures on 
the emotion type factor. The means and standard deviations 
are presented in Table 3.18, p.224. Main effects for group, 
F(1,109)<1, p=n/s, or coping style, F (3,109)=1.44, p=n/s, 
were absent, further no interaction was observed between 
group and coping style, F (3,109)<1, p=n/s.
A main effect of emotion cue type was observed, 
F (11, 1199)=6.67, p<0.001, reflecting the finding that
negatively cued compared to positively cued memories were 
recalled slower. A significant interaction was observed 
between group and emotion cue type, F (11,1199)=3.68, 
p<0.001, reflecting the finding that the alcoholic subjects 
recalled negatively cued first memory quicker than controls 
while this pattern of responding was reversed for 
positively cued first memories. A significant interaction 
between coping style and emotion cue type was observed, 
F (33,1199)=2.65, p<0.001, indicating that repressors were 
generally slower to retrieve negatively cued first memories 
compared to other coping style groups. No higher order 
interaction was observed between group, coping style and 
emotion cue type, F (33,1199)=1.03, p=n/s (Figure 3.9, 
p.225).
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Coping Style
Variable Group Low
Anxious
High
Anxious
Repressor Defensive
High
Anxious
Latency to
retrieve
first
positive
memory
Control
Alcoholic
7.72
(4.62)
6.33
(1.78)
8.52
(3.14)
10.51
(4.93)
6.19
(2.77)
7.97
(3.19)
8.80
(4.45)
9.03
(3.03)
Latency to
retrieve
first
negative
memory
Control
Alcoholic
9.43
(4.76)
8.14
(3.01)
9.27
(4.57)
8.82
(2.92)
12.32
(6.31)
10.61
(3.14)
11.25
(5.42)
8.59
(2.21)
a function of coping style, group type, and cue affect, 
standard deviations in parentheses.
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Latency to retrieve first memory
averaged across positive and negative cue types
n
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Cue type
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Negative
Group and coping style combined
Figure 3.9
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Intensity of memories retrieved
The emotional intensity of earliest memory data was 
subjected to a 2 (group type) x 4 (coping style) x 12 
(emotion type) x 2 (time) factorial analysis of variance 
with repeated measures on the emotion type and time 
factors. The means and standard deviations are presented in 
Table 3.19. A main effect of group was observed, 
F (1,109)=10.05, p<0.005, with the control subjects
experiencing significantly less emotional intensity 
associated with earliest memory than alcoholic subjects. 
However, this finding requires interpretation with caution 
since a significant interaction was observed between group 
type and time, F (1,109)=131.38, p<0.001, reflecting the 
finding that while there was little difference between 
groups in perceived emotional intensity at the time of 
experience, at the time of recall, control subjects 
experienced earliest memories as being significantly less 
intense compared to alcoholic subjects. No main effect of 
coping style was observed, F (3,109)<1, p=n/s, neither was 
there evidence for an interaction between group and coping 
style, F(3,109)<1, p=n/s. As expected, a highly significant 
main effect of time was observed, F (1, 109)=4938.09, 
p<0.001, reflecting the finding that earliest memories were 
perceived as being more intense at the time of experience 
compared to the time of recall. An interaction between 
coping style and time did not reach significance, 
F (3,109)=2.35, p=0.077. No higher order interaction between
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group, coping style and time was observed, F(3,109)<1, 
p=n/s. A main effect of emotion type, F (11,1199)=7.46, 
p<0.001, and an interaction between group and emotion type 
was observed, F (11,1199)=9.95, p<0.001, however these
results require interpretation with caution in the presence 
of a highly significant three way interaction between 
group, time, and emotion type, F (11,1199)=10.46, p<0.001. 
This three way interaction can be interpreted as such, 
whereas there was little difference between groups of 
perceived emotional intensity at the time of experience, at 
the time of recall alcoholic subjects experienced negative 
earliest memories as being significantly more intense than 
control subjects however, little difference was observed 
between groups in perceived emotional intensity of positive 
memories at time of recall (Figure 3.10, p.230). The 
interaction found between time and emotion type, 
F (11,1199)=10.48, p<0.001, requires no further comment in 
the light of the three way interaction just reported. A 
highly significant interaction between coping style, time 
and emotion type was observed, F (33,1199)=1.80, p<0.005. No 
overall difference was observed between global negative and 
positive cued emotional intensity, therefore to understand 
this pattern of results a series of post-hoc one way 
ANOVA's was performed with coping style as the independent 
variable and emotional intensity under each cue condition 
(N=24) as the dependent variable. ’Unpacking' the data in 
this way was deemed to be appropriate since the three way
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ANOVA was highly significant (p<0.005) and a more stringent 
criteria (p<0.02) was used to calculate significant post- 
hoc differences as a precaution against type 2 error 
(Howell, 1992) . It was found that under the sad cue 
condition at the time of experience a significant coping 
style difference was found, F (3,116)=3.66, p<0.02, with LSD 
testing revealing that low anxious subjects reported less 
emotional intensity (Mean=5.61) than all other groups. This 
emotion cue (sad) difference was not found under the time 
of recall condition, F (3,116)=2.00, p=n/s. A further coping 
style difference was found at the time of recall for 
'sorry' cued memories, F (3,116)=4.52, P<0.01, with
repressors (Mean=3.50) demonstrating the least emotional 
intensity of all coping styles, LSD confirming this to be 
significant between repressors and defensive high anxious 
(Mean=4.60) and low anxious (Mean=4.69) subjects. 
Interestingly, repressors did not differ significantly from 
high anxious subjects (Mean=4.04). No coping style 
differences were observed under the 'sorry' emotion cue 
under the time of experience condition, F (3,116)=1.398, 
p=n/s. The significant interaction is therefore understood 
in terms of coping style difference occurring at the level 
of single emotion cues unique to the two different aspects 
of the time variable.
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Coping Style
Variable Group Low
Anxious
High
Anxious
Repressor Defensive
High
Anxious
Earliest Control 5.62 5.58 5.93 5.65
positive (0.70) (0.49) (0.64) (0.63)
memory
retrieved
Alcoholic 5.58 5.59 5.47 5.47
(ATOE*) (0.44) (0.46) (0.69) (0.54)
Earliest Control 5.70 5.88 5.80 5.71
negative (0.53) (0.42) (0.60) (0.59)
memory
retrieved Alcoholic 5.63 5.72 5.56 5.76
(ATOE*) (0.43) (0.35) (0.53) (0.48)
Earliest Control 3.23 3.15 3.29 3.14
positive
Alcoholic
(0.70) (0.48) (0.48) (0.57)
memory
retrieved 3.15 2.94 3.08 3.12
(PT*) (0.59) (0.50) (0.57) (0.46)
Earliest
negative
memory
retrieved
(PT*)
Control
Alcoholic
3.37
(0.45)
4.53
(0.55)
3.27
(0.66)
4.34
(0.56)
3.36
(0.49)
4.24
(0.56)
3.34
(0.50)
4.44
(0.52)
Table 3.19 Emotional intensity associated with earliest 
memory recalled as a function of coping style, group type, 
and emotion cue affect, standard deviations in parentheses 
(ATOE = At Time Of Experience, PT = Present Time).
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Emotional intensity associated with earliest memory
averaged across positive and negative cues
c
0
Cue type 
H  Positive, ATOE 
Negative, ATOE 
Positive, PT 
Negative, PT
Group and coping style combined
Figure 3.10
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3.12 Discussion
Prior to a discussion of the findings from the retrieval of 
childhood memory paradigm, the results of the 
neuro-psychological test battery shall be discussed.
The neuro-psychological test battery administered to all 
subjects demonstrated that control and alcoholic groups 
were well matched since no significant group differences 
were observed. Certainly, these findings were consistent 
with the view proposed by Reed et al (1992) that, with 
continued abstinence, non-drinking alcoholic individual's 
neuro-cognitive performance returns to normal (excluding 
amnesic syndrome patients). The rationale behind the use of 
the neuro-cognitive test battery was to ensure that any 
significant group differences found were attributable to a 
distinct recall phenomenon that was independent of 
cognitive deficit. In as much as the tests chosen have a 
reliable record of discriminating cognitive dysfunction in 
alcoholic and brain damaged individuals from normal 
controls, it can be concluded that the differences found on 
the recall of childhood memory tasks could not be 
attributed to cognitive deficits. A final point to be 
considered regarding the neuro-cognitive tests is to be 
made. Reed et al's (1992) view that alcoholics neuro- 
cognitive deficits ameliorate as a function of length of 
abstinence is a minority (albeit large) view. Many 
researchers claim that cognitive deficits found in recently
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detoxified alcoholics are either a result of brain damage 
(Shaw and Spence, 1985) or, an indication of genetic 
vulnerability to alcoholism (Drake et al, 1995), while 
others (Whipple et al, 1988), claim to have found neuro- 
cognitive deficits in non-alcoholic children of alcoholics, 
again suggesting a strong genetic contribution to 
aetiology. There is then, certainly some conflict between 
the findings reported here and studies that support neuro- 
cognitive deficits in alcoholics having a brain damage 
and/or genetic dimension. This conflict may not be too 
difficult to reconcile however since many of the studies 
that have found neuro-cognitive deficits in detoxified 
alcoholics have tested them between two weeks and six 
months of detoxification, the post-withdrawal period being 
established as being associated with neuro-cognitive 
deficit. The alcoholic subjects in the present study had a 
much greater mean period of reported abstinence than six 
months and thus provides supportive evidence for cognitive 
recovery occurring as a function of length of abstinence.
A further point is that studies that support the brain 
damage/genetic argument often use relatively small numbers 
of alcoholic subjects or adult children of alcoholics 
subjects (less than 15) making generalisations regarding 
neuro-cognitive deficits difficult. To be fair, subject 
numbers are often small in addiction research generally, 
irrespective of the individual researcher's perspective on
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aetiology. The point here is that in this study, no neuro- 
cognitive deficits were found in alcoholic subjects 
compared to controls and the likely explanation for this is 
that if cognitive deficits have been previously present, 
cognitive recovery has occurred as a function of 
abstinence. The use of an appreciable and experimentally 
viable number of subjects in this study (N=117, alcoholics 
N=56) further supports this position.
The results of the findings in relation to the hypotheses 
tested will now be considered.
The results of experiment two are generally consistent with 
the findings and conclusions drawn from experiment one. It 
is clear that the memory phenomena intimated in experiment 
one is replicable with a significantly larger subject 
population and enhanced experimental rigour in terms of 
subject matching criteria. The finding from the initial 
subject selection that there appears to be fewer repressors 
than would be expected in the alcoholic population, is 
consistent with the notion that repression may represent a 
psycho-protective process relevant to the development of 
problem drinking behaviour. It is further important to note 
from a methodological perspective that the use of the third 
split technique to more clearly define coping styles, and 
prevent cross coping style contamination, did not appear to 
influence the findings in terms of producing a recall
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profile significantly different from that of experiment one 
in terms of interpretation.
The free recall of negative memories (age of earliest 
memory) data has provided compelling evidence that control 
repressors differ qualitatively from alcoholic repressors. 
Whereas control repressors are distinguishable from all 
other groups with a significantly older earliest memory and 
being significantly slower to retrieve first negative 
memory, alcoholic repressors exhibited little difference on 
these measures between the other groups. As a measure of 
repressive defense, alcoholic repressors mechanism of 
repression could be construed as being ineffective. 
Further, the evidence found that alcoholic subjects 
experience earliest negative memories as occurring at a 
marginally significant earlier age, provides further 
supportive evidence for the involvement of defense 
mechanism malfunction as an individual-dif ferences variable 
involved in psychopathology. Interestingly, the results of 
the cued recall procedure provide further insights into 
possible pathological differences in repressive coping. The 
finding that alcoholic subjects age of earliest memory is 
younger than controls irrespective of whether the cue is 
negative or positive appears to indicate that if an 
individual difference variable akin to repression 
discriminates the group, the process would appear to 
operate on search through memory irrespective of associated
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affect.
An important feature of this finding is that the phenomena 
of 'failure to repress' lacks affective discriminatability 
in the case of alcoholic subjects. The issue of defining a 
failure to repress is of note since, by many psychometric 
yardsticks of neuro-cognitive performance, in one respect 
the alcoholic group demonstrate an enhanced memory search 
in comparison to controls. Certainly, the observed 
phenomena provides a useful metaphor of 'repression 
failure' yet whether this is what is happening in 
information-processing terms is equivocal though the 
observed phenomena does provide compelling evidence for an 
individual difference variable in relation to alcoholic 
psychopathology.
The finding of a main effect of emotion type with 
negatively cued memories being perceived as occurring at an 
older age in comparison to positively cued memories is 
consistent with previous studies on repression (e.g. 
Flavell, 1955), this being consistent with the theoretical 
basis of a repression mechanism. The finding that 
repressors recalled fewer negative memories in comparison 
to other coping styles is consistent with previous research 
that repressors have restricted access to negative memories 
though, once again, the number of memories recalled data 
reveals that the repression effect generalised, though not
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as strongly, to positive memories as well as negative ones. 
Though this finding is consistent with the age of earliest 
memory data (in relation to group rather than coping style 
differences), it is, once again, generally inconsistent 
with the notion that repression is restricted to negative 
affective memories. The finding of no main effect of 
emotion type is of interest since such a powerful main 
effect was observed for the age of earliest memory data. An 
examination of the test items may reveal a possible 
explanation as to why no main effect occurred. The use of 
twelve cue items in contrast to six (experiment one) may 
have fatigued subjects (the test procedure taking 
approximately 1 hour) and this may have influenced 
motivational aspects of recall. It is clear that a possible 
motivational deficit would be unlikely to influence the age 
of earliest memory data. At least one of the AMT test items 
that classed as a positive cue is ambiguous despite the 
AMT's construct and test validity. The 'surprise' cue word 
classed as a positive cue, could, theoretically, cue 
unpleasant or negative memories since individuals can be 
'surprised' by childhood negative events. It is further 
possible that the short time limit for recall mediates 
against emotional cueing effects becoming observable, 
although given a longer time in retrieve memories may 
further add to the subjects fatigue. Though these points 
are of interest, it should be stressed that the robustness 
of emotion cue differences found on the other indices of
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recall would seem to indicate the cues themselves do,
effectively, differentially access positive and negative 
memories.
The latency to retrieve paradigm provides a
methodologically proven method of assessing cognitive 
search that is independent of response bias. The finding of 
an interaction between group type and emotional cue type on 
the retrieval of first memory data with the alcoholic group 
being significantly faster to retrieve negatively cued 
memories provides further corroborative evidence of
’repression failure’. It should be noted that the latency 
to retrieve paradigm provides protection against the 
possible confound of group differences being due to one 
group actually having more negative experiences. The 
finding of a significant interaction between coping style 
and emotion cue type with repressors being slower to
retrieve negative memories is consistent with findings from 
previous studies (e.g. Davis^ 1987) that suggest that
repressors have inhibited access to negative affective 
material. The contrast between these two interactions is 
that repressors recall performance appears to be the 
opposite of alcoholic subjects. In the sense that it has 
become readily accepted by repression researchers that the 
concept can be operationalised as an individual-differences 
variable yet still retaining the fundamental aspects of its 
classical analytic origin, the evidence from this study,
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interpreted in the same light, is that alcoholic subjects 
appear to lack an adequate mechanism of repression.
Perhaps no more illustrative an example of this position is 
the evidence from the intensity of earliest memory data. 
The highly significant interaction between group type, time 
and emotion cue, where it was found that alcoholic subjects 
appear to 'fail' to modulate the emotional intensity of 
negatively cued memories over time fits the repression 
failure hypothesis closely. Alcoholic subjects subjectively 
recall negative memories as having relatively the same 
emotional intensity as control subjects at the time of 
experience, yet at the time of recall, experience negative 
memories exclusively as being associated with elevated 
levels of associated affect in comparison to controls. 
Alcoholic subjects then, would seem to 'fail' to modulate 
emotional intensity associated with childhood negative 
memories. These findings have extended those found in 
experiment one.
The findings of experiment two have, with additional 
experimental rigour and technique elaboration, extended 
those found in experiment one, and have shown the alcoholic 
group to be distinct from controls in the retrieval of 
childhood memories. The questions raised and conclusions 
drawn from experiment one are validated by the findings of 
this experiment. The use of a large subject population,
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'cleanly’ defined coping style groups, and the application 
of psychometric testing to guard against confound due to 
neuro-cognitive impairment allows the findings to be 
assessed with confidence. A fascinating aspect of the data 
set is that, although the alcoholic groups performance has 
been defined within the theoretical framework of repression 
failure, by contemporary psychometric criteria it could be 
implied that the alcoholic group demonstrate superior 
recall performance with regard to negative memories.
It is interesting to ponder how these findings would have 
been evaluated if the opposite had been found, i.e. 
controls had enhanced recall for negative memories, without 
elaborating too strongly, it could be suggested that that 
this would have been more readily accepted, particularly by 
nativist addiction researchers, as evidence for alcoholic 
cognitive damage or deficit and not, possibly, expanded 
upon into the context of individual-differences in mental 
defense mechanism responding.
3.13 A methodological and conceptual caution
A note of experimental caution is highlighted here, 
essentially, it is surely easier (as a researcher) to see 
what we want to see and what we expect to see. Alcoholics 
having enhanced recall albeit for negative material is not 
what researchers expect to see. My point here is that I 
have become comfortable with the notion of 'repression
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failure' in alcoholics, since I attribute alcoholics with 
a unique psychopathology. It would be entirely just and 
proper however, to accept the data as implicating that non­
alcoholics over repress. My interpretation is based on my 
theoretical and clinical biases. The possibility that 
alcoholics may be psychologically less constrained by 
repression and in some way be more psychologically 'fit' 
cannot be dismissed simply because as a society we do not 
approve of 'alcoholism' and 'alcoholics'.
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3.14 Conclusion
The notion of repression being implicitly involved in the 
manifestation of problem drinking behaviour has been raised 
in experiment one and extended with increased experimental 
rigour in experiment two. The findings seem to indicate 
that repression associated with a repressive coping style 
may be qualitatively different to that of 'non-repression' 
observed in alcoholic subjects. Evidence for this position 
comes from the observation that interactions between group 
and coping style are rarely found (experiment two) and, the 
very specific phenomena observed in alcoholic subjects on 
the measures of emotional intensity. The findings do, 
however, support the position that a failure to repress is 
an important individual-differences factor that 
distinguishes alcoholics from controls, and therefore may 
be an important factor in aetiology as suggested by the 
self-medication hypothesis. In view of these findings it 
would be difficult to conclude that repressors repress more 
on the same continuum of 'repression' on which alcoholic 
subjects repress the least. It is therefore conceivable 
that the phenomena represents an alternatively underlying 
process to repression with common similarities yet 
distinctive process differences. The findings from the 
psychometric tests conducted in experiment two suggest that 
it is extremely unlikely that these differences could be 
explained by ethanol-induced brain damage. By the same 
token, the same psychometric findings would also preclude
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the possibility that the drinking level of control 
subjects, in comparison to abstinent alcoholics, would have 
an effect on recall performance in the form of alcohol 
toxicity. In order to reconcile the similarities to 
repression and maintain its own process distinctiveness, I 
have described the phenomena observed as 'pararepression'.
Defined in a information-processing context the phenomena 
can be adequately described as a 'pararepressive process'. 
Pararepression is consistent with the notion of the self- 
medication hypothesis and the faliure of the mechanism of 
repressive defense.
Variables that may have an important bearing on the process 
of alcoholic repression are discussed in experiments 
described in Chapter 4 and Chapter 5. The application of 
the repression concept to gender specific theories of 
alcoholism are addressed in Chapter 6. The influence of 
familial alcoholism on the expression of the 
'pararepression' phenomenon is discussed in Chapter 5, 
where an extensive study of non-alcoholic adult children of 
alcoholics is presented. An important factor in describing 
the differences found between controls and alcoholic 
subjects is the raising of the question "Does the acute 
administration of alcohol have an effect on repressive 
responding ?". It would be strongly suggested from both 
stress reduction theories and the results of experiment one
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and two that the role of ethanol seeking behaviour in 
relation to pathology is to influence the experience of 
emotional information and memory. The following chapter 
(Chapter 4) seeks to address this important theoretical and 
clinically relevant question.
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CHAPTER FOUR
THE EFFECT OF ACUTE ADMINISTRATION OF ETHANOL 
ON REPRESSIVE RESPONDING
Drinking became^ for many of us^ a sort of self-medication. 
We often drank to feel better, to feel less sick.
Living Sober, 1975, p.53.
A great many of us blamed our drinking on lack of 
affection, saw ourselves as constantly in search of love as 
we prowled from bar to party. Others of us apparently had 
all the emotional ties we needed or wanted, but drank 
anyhow. Either way, alcohol certainly did not ripen our 
comprehension of mature love, nor our ability to enter into 
and handle it if it did come our way. Rather, our drinking 
lives left our emotional selves pinched, scraped, bent, and 
bruised, if not pretty firmly warped.
Living Sober, 1975, p.61.
4.1 Introduction
Chapter 2 reviewed evidence that chronic abuse of alcohol 
may be implicated in long-term neuro-cognitive impairment, 
however this point is arguable because, apart from a small 
number of identifiable amnesic syndromes such as 
Korsakoff's psychosis and Wernickes encephalopathy, there 
is further evidence to suggest that many, if not all,
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cognitive deficits associated chronic abuse of alcohol 
ameliorate following a period of prolonged abstinence (Reed 
et al, 1992).
Martin and Hewitt (1996) reviewed the main findings of the 
acute and chronic effect of alcohol on memory and cognition 
concluding that any effects observed need to be 
accommodated within theoretical and experimental contexts. 
As an example, alcohol ingestion under a test of 
kinaesthetic memory can enhance recall performance (Hewitt 
et al, 1996). Certainly, the findings from the neuro- 
cognitive test battery administered in experiment two 
support the position that abstinent alcoholics show little 
difference in performance compared to appropriately matched 
controls. It would seem appropriate to conclude from 
experiment two that experimental findings were not 
accountable to neuro-cognitive deficits in the alcoholic 
sub]ects.
The conclusion from the experimental studies conducted in 
Chapter 3 is that an individual-differences variable 
differentiates alcoholic from non-alcoholic subjects and 
that this phenomenon manifests in the form of a 
differential processing of emotional material. Though many 
of the features of the observed phenomenon bear 
similarities to the classical definition of repression, the 
differences observed between alcoholic 'pararepression' and
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coping style defined repression suggest that the process is 
not an analogue exclusively of the traditionally defined 
mental defense of repression.
If alcoholic repression or ’pararepression' is an 
influential factor in the aetiology of problem drinking, it 
is important to understand how the effect of acute ethanol 
ingestion may affect the repressive process. This is 
crucial, since a modulation of the repressive response at 
the level of personal intoxication, would be an important 
testing point for the theoretical notion of repression 
representing a mental defense against anxiety that is 
fundamentally lacking in problem drinkers.
An investigation of the effect of an acute dose of ethanol 
may help therefore, to provide evidence for the self- 
medication hypothesis in terms of repression reactivity. 
Essentially, the research question to be explored in this 
chapter is "Does alcohol ingestion supplement or empower 
the repression defense ?". Answering this question would 
allow inferences to be made regarding the wider issue of 
why individuals may be at increased vulnerability to become 
alcoholic, if evidence is found that alcohol ingestion 
does, in certain at risk individuals, bolster an 
ineffective or defective, repressive mechanism.
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It has been established that the acute administration of 
ethanol can influence cognitive function in a number of 
ways which may be qualitatively different depending on the 
level of ethanol-loading, and whether the blood alcohol 
level is ascending or descending (Maylor and Rabitt, 1993). 
If ethanol does have an effect on the repressive defense, 
then it is important to understand how the psychological 
construct of repression interacts with the physiological 
effects of ethanol on the central nervous system (CNS). 
This is an important point since the action of ethanol on 
the CNS is hypothesised to influence memory and cognition 
by a variety of mechanisms. To understand this, and to 
place the following study in context, a brief review of 
contemporary models of memory will be discussed prior to an 
examination of the findings of ethanol-loading studies.
4.2 Models of memory
Duplex model
The duplex model of memory (Waugh and Norman, 1965) 
postulates the existence of two memory stores, these 
being a short-term memory store (STM) and a long-term 
memory store (LTM). The short-term memory store has 
limited capacity, items being temporarily held in STM 
via a process of rehearsal. To attain permanence, 
information must be transferred from this limited 
capacity short-term store to the long-term memory store 
for permanent consolidation. For information to be
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successfully retrieved from LTM it must first have been 
successfully encoded, then transferred, and finally 
consolidated within LTM. Fundamentally then, the duplex 
model consists of two separate memory stores (STM and 
LTM), acted on by the processes of encoding, transfer, 
consolidation and retrieval. These components must work 
interactively to promote successful memorial function.
Tulving's model of memory
The model of memory suggested by Tulving (1972) proposed 
that memories are organised according to three 
categories. Procedural memories include knowledge of 
which we are not explicitly conscious of the content.
This includes memories of acts such as walking, talking 
and writing. Episodic memories, includes memories of 
specific events such as memories of holidays, past 
employment, personal friends, etc. Episodic memory is 
often referred to as our autobiographical' memory.
Semantic memory refers to meaning. Factual knowledge such 
as knowing that a chair is an object to be sat on is an 
example of semantic memory. These three components are 
largely independent, therefore,an individual may have 
deficits in their episodic memory system while their 
procedural memory system remains intact.
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Levels of processing
Craik and Lockhart's (1972) levels of processing model of 
memory is essentially a reformulation of the modular 
model of memory based within a framework of information- 
processing. The model suggests that incoming information 
is subjected to different levels of processing dependent 
on the particular properties of the target information. 
The level of processing is crucial to the persistence of 
information in memory. According to this model, sensory 
analyses and pattern recognition would be subjected to a 
surface level of processing, stimulus identification 
would require an intermediate level of processing, and 
the deepest levels of processing would use knowledge to 
interpret the meaning of the stimuli and its 
significance. According to this model, the durability of 
a memory trace is largely a function of the depth of 
processing used to encode it, essentially, the deeper the 
level of processing, the more durable the memory trace, 
and the more likely the memory trace will be available 
for retrieval.
Working Memory
Working memory (Baddeley and Hitch, 1974; Baddeley, 1986) 
shares some of the properties of STM. Information in 
working memory is short lived, however, within working 
memory information is actively manipulated and processed. 
Crucial to the concept of working memory is the notion of
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competition between information storage and information- 
processing. A separate 'articulatory loop' which deals 
exclusively with the short-term storage of verbal 
information is also central to the working memory 
concept. Since the emphasis of this model is on 
competition between resources, it is possible that at 
full memory span, working memory, the articulatory loop, 
and to a lesser extent LTM, may all be utilised. It has 
also been speculated that there are several 
distinguishable working memories for different 
modalities, i.e. a working memory geared specifically for 
visual/spatial information, a working memory for verbal 
information, etc.
Summary
The brief descriptions of the models of memory presented 
above clearly imply that different processes act on 
incoming information and that the accessibility of the 
information for future recall depends on not only these 
processes, but also the properties of the information 
itself. Beyond separable processes, distinct memory 
stores are postulated. The main point regarding most of 
these models is that memories are not memories per se, 
rather, memory traces are essentially records of 
processes. Such records are the result of active 
manipulation of the information to interpret meaning. 
Essentially, there are no 'deep frozen' memories of
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specific events awaiting extraction which have not been 
'adulterated' by processing.
4.3 Short term, acute effects of alcohol on memory
Moderate alcohol intake (0.67ml/kg body weight) is known 
to impair the ability to acquire new information 
(anterograde amnesia) when tested in a laboratory setting 
(Martin and Hewitt, 1996). Such impairment is responsible 
for the inability of the reveller to recall the details 
of events which took place during a 'boozy night before'. 
Higher doses (dose 3ml/kg body weight) can result in a 
complete blackout for events experienced during the 
drinking episode. Neither level of alcohol consumption 
(high/low dose) disrupts the capacity to retrieve old 
memories (retrograde amnesia) and therefore alcohol is 
widely thought to depress the mechanisms by which memory 
traces are consolidated rather than affecting the way 
information is recovered (Hewitt et al, 1996).
However, not surprisingly, there is little agreement 
about the precise mechanisms which are disrupted by 
alcohol, although it is assumed that alcohol must act as 
a depressant, but unravelling how this occurs is not an 
easy task. Memory is a complex, higher order function 
with many contributory components. Alcohol could produce 
a generalised slowing of the central nervous system (CNS) 
and of cognition as suggested by Maylor and Rabbitt
251
(1993). On the other hand, alcohol could affect memory by 
modifying aspects of motivation or attention as reviewed 
by Lister et al (1987), perhaps via the systems which 
modulate or regulate memory processes described by 
McGaugh (1989).
Alternatively, alcohol could interfere directly with the 
neural substrates of memory, for example by modifying 
neuronal plasticity and by depressing the development of 
long term potentiation (LTP) as reviewed by Bonner
(1994).
4.3.1 Generalised slowing of the central nervous system
Maylor and Rabbitt (1993) investigated the simple model 
of cognitive slowing caused by alcohol doses of 0.8- 
l.Oml/kg body weight through a meta-analysis of eight of 
their own studies on the effects of alcohol on reaction 
times and a further four of their studies on the effects 
of alcohol on recognition memory. In both cases a 
regression analysis indicated that alcohol appeared to 
have a strongly linear depressant effect on information- 
processing. For example, in the analysis of recognition 
memory studies the plot of accuracy with alcohol as a 
function of accuracy without alcohol resulted in linear 
fits explaining 96.2% of the variance. The equivalent 
figure was even higher for reaction time performance 
(99.7%). The authors consider that this general linear
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effect indicates that the cognitive consequence of 
alcohol is likely to be a general rather than a specific 
one. Alcohol might limit a few (unspecified) general 
processing resources and therefore cognitive impairment 
should increase as task complexity increases.
4.3.2 Alcohol and attention
The above explanation does not fit comfortably with the 
ideas of others. For example. Lister et al (1987) 
reviewed the acute sedative effects of alcohol on 
cognitive performance and suggested that drug-induced 
changes in factors such as arousal, attention and mood 
which they described as ’traditionally non-cognitive' 
have generally been ignored in discussions of the amnesic 
affects of alcohol. One area that has been studied 
experimentally is the effect of alcohol on attention.
Some evidence for a depressant effect comes from electro­
encephalogram (EEG) studies, reviewed by Bonner (1994), 
of event-related averaged potentials where low to 
moderate doses of alcohol have been shown to impair 
performance at detecting stimuli and to reduce the 
amplitude of peaks (such as the P.300) generally 
associated with attentional and other relatively complex 
cognitive processes. This depressant effect is 
particularly marked in conditions where the task itself 
is relatively easy and not intrinsically interesting or 
attention 'grabbing'. These studies do not provide any
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evidence that alcohol impairs perceptions because the 
early peaks generally described as reflecting perceptual 
processes are unaffected by doses of alcohol which impair 
performance and reduce the amplitude of the P.300 peak. 
Clearly, in this case, the effect of alcohol seems to be 
a specific one affecting the later stages of information- 
processing. There does not seem to be any evidence for a 
generalised effect because the earlier, perceptual stages 
of processing were not altered. The effect of alcohol on 
averaged event-related responses is also not what might 
be expected if alcohol was producing a generalised 
slowing effect which should result in a marked increasing 
of latencies rather than a depression in amplitude of the 
major peaks. Therefore, some evidence exists to support 
the idea that alcohol might impair trace consolidation by 
reducing attention in some way.
4.3.3 Arousal and mood
Alcohol affects arousal levels and mood and such changes 
in arousal and mood could affect memory via state- 
dependent mechanisms. That is, subjects recall 
information best when they are in the same state of 
arousal or when their mood is identical to that when the 
information is learned. Therefore, alcohol should not 
impair memory if subjects are tested and then retested 
when drunk. Some studies have shown that information was 
recalled better when subjects were drunk than when they
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were sober. However, others (e.g. Parker et al, 1980) 
reported that acute anterograde amnesia occurred even 
when subjects were retested with alcohol. Further 
evidence in the same direction comes from an unpublished 
study by Hewitt and Popoff (1993) who showed that alcohol 
increased arousal levels (measured by skin conductivity 
levels) but arousal levels were not related to 
performance on a kinaesthetic memory task.
4.3.4 Alcohol, neuronal plasticity and long term 
potentiation
A specific effect of alcohol on receptors thought to be 
involved in long term potentiation (LTP) in the 
hippocampus, and perhaps in other areas of the brain 
indicate that alcohol (even at low doses) has a marked 
inhibitory effect on the NMDA receptor complex (Bonner, 
1996b).
4.3.4.1 Facilitation of memory
The picture is made more complex because the acute 
effects of alcohol and dose-dependent and are also 
influenced by whether blood alcohol levels are rising 
(the ascending limb of the blood alcohol curve (BAG) or 
falling (the descending limb of the BAG). Parker et al 
(1981), and Lewis and June (1990), have described a di­
phasic effect with low doses of alcohol and a rising BAG 
resulting in stimulant rather than depressant
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consequences. This could account for the phenomenon 
described earlier where low doses of alcohol on a rising 
BAG which are insufficient to produce anterograde amnesia 
enhance memory if the alcohol is drunk immediately after 
learning information (retrograde facilitation).
4.3.4.2 Facilitation of memory by alcohol drunk after 
initial learning
Interestingly, it is possible for alcohol to have a 
faciliative effect on memory after initial learning has 
taken place. Such a situation was first reported by 
Parker et al (1980). They showed that moderate doses of 
alcohol drunk immediately after learning new information 
enhanced recall of word lists and the recognition of 
slides of scenic views. Others have since confirmed these 
findings (Mueller et al, 1983; Mann et al, 1984) . In 
addition, Lambert et al (1990) showed a similar 
facilitatory effect on recall of narrative prose and 
Hewitt et al (1996) showed that kinaesthetic and visual 
memory were enhanced in a similar fashion. All these 
studies reported enhancing effects of alcohol at doses 
which were too low to produce anterograde amnesia and 
therefore it seems likely that alcohol was acting as a 
stimulant rather that a depressant.
Two main groups of theories have been proposed to explain 
this retrograde enhancement and the first assumes that
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alcohol acts by disrupting the consolidation of traces 
related to information perceived after the first task has 
been learned, presumably by acting as a depressant. 
Protection of recently acquired memory traces from 
interference by competing aspects of memory processing 
(or retroactive interference) has been shown in other 
drugs, such as valium, which presumably acts as a 
depressant.
The second group of theories suggest that the stimulant 
properties of low doses of alcohol on a rising BAG might 
enhance the formation and consolidation of memory traces 
directly or via the reward systems (particularly the 
dopaminergic-enkephalinergic pathways) in the brain. 
Evidence for the effect via the reward systems in humans 
is slight but alcohol has been reported to increase the 
rate at which rats will stimulate their own brains by 
pushing levers and delivering a stream of electrical 
impulses to such areas and stimulation of these pathways 
is thought to consolidate memory (Eposito et al, 1984). 
However direct testing of the second theory in human 
subjects by Hewitt et al (1996) showed that alcohol 
failed to protect against moderate interference.
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4.3.5 Alcohol, neuro-modulatory systems and memory
An alternative explanation for retrograde enhancement is 
suggested by the finding of Manning and colleagues (1992) 
that glucose could also retroactively enhance the recall 
of prose in elderly humans. A number of studies have 
reported that hormones such as adrenaline and other 
neuro-modulators can regulate memory storage. Indeed, it 
has been suggested that the modulation of new memory by 
endogenous systems might provide a mechanism by which the 
final strength of a memory trace might relate to the 
importance of the experience (eg. Eposito et al, 1984; 
McGaugh, 1989). Information salient to survival might be 
stored at the expense of less important information. For 
example, such modulation could be important in "flight- 
fight" situations where it might be highly adaptive for 
threatening stimuli to be recorded accurately, speedily 
and permanently. Typically, such situations result in 
raised levels of adrenaline and of blood glucose levels 
which have been shown to enhance memory retroactively in 
elderly humans. Could alcohol-induced increases in 
adrenaline and blood glucose levels be the most likely 
mechanism for retrograde enhancement ? Interestingly, 
such a mode of action could possibly provide some 
explanation for the strongly addictive effects. Social 
situations and alcohol consumption might become linked 
via such mechanisms. Also an individual-differences 
factor in the degree that alcohol modulates learning
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might provide reasons why some are more strongly 
affected. Although, as Eposito et al (1984) pointed out, 
more research is need here.
Indeed, Freud himself, in one of his lesser known and 
perhaps more curious later works, suggested that some 
psychopathology may have a physiological explanation. An 
important point here is that Freud related this 
physiological explanation to the neuroses, thereby 
implicating the mechanism of repression, and also 
saliently drew a parallel between the neuroses and acts 
of intoxication. To quote Freud (1925), reported in Jones 
(1961, p.168): "From a clinical standpoint the (actual)^ 
neuroses must necessarily be put alongside the 
intoxications [My italics] and such disorders as Graves' 
disease. These are conditions arising from an excess or a 
relative lack of certain highly active substances, 
whether produced inside the body or introduced into it 
from outside -in short, they are disturbances of the 
chemistry of the body, toxic conditions".
It is therefore clear that if a repression mechanism is 
influenced by ethanol, and the effect incurs an emotional 
differential, (i.e. positive memories are affected 
differentially compared to negative, or vice versa) a
^The German word actual means current, and the causes of 
these neuroses are current factors.
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role may be found for ethanol seeking behaviour that 
postulates a neuro-biology of repression.
This experiment will seek to discover whether the acute 
administration of alcohol will influence the mechanism of 
repression. The self-medication hypothesis would predict 
that alcohol would enhance the repressive defense. Though 
experiments one and two support the notion of repression 
failure in problem drinking aetiology, an important 
question to address is whether alcohol ingestion has a 
generalised effect on the repressive defense irrespective 
of aetiology. A further question to be addressed is 
whether using a paradigm that focuses on the capacity to 
repress is modified by the ingestion of alcohol. Bonanno 
et al (1991) found that repressors were skillful at 
avoiding negative information on a dichotic listening 
task compared to other coping styles. The usefulness of 
the dichotic listening task is that it provides a useful 
index of information-processing capacity and cognitive 
resource allocation (Posner, 1982). This study will use 
two experimental paradigms. Paradigm one will explore the 
retrospective recall of childhood memories following the 
acute administration of alcohol. This paradigm, which is 
similar to that of experiments one and two will focus on 
the traditionally defined quality of repression, 
essentially restricted access to negative 
autobiographical information that may be considered
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threatening to self. Paradigm two will employ a dichotic 
listening task to investigate whether the acute 
administration of alcohol will influence both the 
processing and recall of affectively biased information, 
in the context of repression being defined as a cognitive 
information-processing phenomena.
The relationship between the findings from both paradigms 
will be of important value in determining the fundamental 
nature of the repressive defense. An interaction between 
ethanol and repressive defense would also shed valuable 
insights on the postulated notion of 'pararepression', 
an observed phenomena from experiments one and two that 
has been speculated to be instrumental in the 
pathogenesis of problem drinking behaviour. An important 
feature of this experiment is to address the question of 
whether repression operates at an "all or nothing level" 
(classical definition) or as a mechanism of affective 
attenuation (cognitive information-processing account). A 
further important point to be addressed is the extent to 
which pararepression may be evident in subjects without 
overt psychopathology but evident as an index of current 
drinking status. If individuals who may be described as 
'social drinkers' exhibit a repressive response that is 
dose dependent, the notion of the self-medication 
hypothesis may be tentatively extended to normative 
drinking behaviour. Extending the self-medication
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hypothesis in this way, two predictions could be tested. 
Firstly non-problem drinking individuals who drink more 
alcohol compared to those who drink less may be expected 
to be less repressed, hence their comparatively greater 
consumption may be functional in invoking increased 
repressive responding. Conversely, individuals who drink 
more may be more repressed since the repressive mechanism 
may be modified and augmented by regular ethanol 
administration. Under this second rubric, and 
extrapolating from the self-medication hypothesis to 
contemporary models of memory, acute loading of ethanol 
may influence the repressive defense by the reduction of 
repetition priming of traumatic or anxiety provoking 
memories and notions. Thus the accessibility to anxiety 
provoking memories would be reduced between episodes of 
ethanol ingestion. The following experiments will test 
the hypothesis that acute administration of alcohol will 
influence recall and information-processing consistent 
with the notion of "bolstering" the defense of 
repression.
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4.4 Experiments three and four
These experiments will explore the following hypotheses:
Recall of childhood memories
1. Under the condition of ethanol exposure 
subjects age of earliest negative childhood 
memory recalled will be older compared to a 
placebo condition.
2. Under the condition of ethanol exposure 
subjects will recall fewer negative childhood 
memories compared to a placebo condition.
3. Under the condition of ethanol exposure 
subjects will be slower to retrieve negatively 
cued childhood memories compared to a placebo 
condition.
4. Under the condition of ethanol exposure 
subjects will associate negative childhood 
memories retrieved with less emotional 
intensity compared to a placebo condition.
Dichotic listening task
5. Under the condition of ethanol exposure 
subjects will make fewer shadowing errors when 
negatively toned stimulus material is presented 
on the unattended channel compared to a placebo 
condition.
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6. Under the condition of ethanol exposure
subjects will recall fewer of the negative 
stimulus words presented in a subsequent 
recognition test (against a null hypothesis of 
level of recall being at chance level).
4.5 Method
Paradigm one and two collectively represent two 
experiments being conducted using the same subject 
population. Apart from the issue of experimental economy, 
the use of the same participants allows a comparison to 
be conducted between the two paradigms without the risk 
of confound due to subject cohort heterogeneity. Paradigm 
one is therefore experiment three, and paradigm two is 
experiment four. The use of the word paradigm is used to 
emphasise that the same participant cohort was used in 
both experiments.
4.5.1 Design
Paradigm One
The experiment had a mixed design. The independent 
variables were (1) recall cue, these being the words 
happy, safe, interested, successful, surprised, sorry, 
clumsy, fear, hurt, sad, lonely and anger (2) Ingestion of 
ethanol, either ingestion of Igm of ethanol per kg of body 
weight or placebo (3) Current level of alcohol consumption, 
either high or low in relation to the average weekly
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consumption of the group cohort. In summary a 12 (emotion 
type) X 2 (ethanol loading status) x 2 (group type) design 
with repeated measures on the recall cue condition and 
alcohol ingestion condition. A fourth independent variable, 
time, this being emotional intensity at time of experience 
(ATOE) and at recall (PT) , will be used in examining 
dependent variable 4, this being analyzed in a 12 (emotion 
type) X 2 (ethanol loading status) x 2 (group type) x 2 
(time) design with repeated measures on factors 1, 2 and 4. 
The dependent variables were (1) number of memories 
recalled, (2) age of earliest memory, (3) time in seconds 
to recall first memory and (4) intensity of emotion 
associated with earliest memory. Scores were obtained for 
positive and negative cued memories by averaging across all 
positive cued scores (for a mean positive score), and all 
negative cued scores (for a mean negative score) for each 
cued dependent variable.
Paradigm Two
The experiment had a mixed design. The independent 
variables were (1) Current level of alcohol consumption, 
either high or low in relation to the average weekly 
consumption of the group cohort. (2) Ingestion of ethanol 
either ingestion of 1 gm of ethanol per kg of body weight 
or placebo. (3) dichotic word list type, word lists 
consisted of either affectively neutral words or negative 
trait adjectives. The word lists were manipulated in the
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dichotic listening task so that trials consisted of the 
presentation of neutral words in each channel, one trial of 
neutral words in the shadowed channel and negative words in 
the unattended channel and, finally, one trial of negative 
words in the shadowed channel and neutral words in the 
unattended channel. The dependent variables were number of 
shadowing errors and number of word descriptors identified 
as being heard during the trials in a subsequent 
recognition test. In summary a 2 (group type) x 2 (ethanol 
loading status) x 3 (word type) design with repeated 
measures on the ingestion of ethanol condition and word 
list condition.
4.5.2 Subjects
40 male native English speaking male subjects took part in 
the experiment (Mean age=24 years, sd=4.09). Exclusion 
criteria for subjects in each group are (a) self-report of 
any history of problem drinking and (b) a weekly 
consumption of alcohol in excess of 30 units. Subjects were 
either recruited by posters at the principle colleges of 
the Roehampton Institute London, Middlesex Hospital Medical 
School, or Birkbeck College, University of London, or were 
recruited from a Kent branch of the British Sub-Aqua Club, 
or a Kent archaeological interest group. The subjects 
recruited from the Roehampton Institute London were mainly 
undergraduate students. The subjects recruited from 
Birkbeck College were either mature undergraduate or post­
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graduate students. The subjects recruited in Kent were 
local to the experimenter’s place of residence. A small 
number of subjects from each of the Kent groups were known 
to the experimenter as were a number of the subjects from 
Birkbeck College. The subjects recruited from the colleges 
were paid for their participation since a blood sample was 
taken by the author for a further experiment.
The subjects recruited in Kent and Birkbeck College were 
all unpaid volunteers since no blood sample was required 
because these subjects did not participate in the third 
experimental session. These contrasts in the subject 
population are addressed in the discussion. Subjects were 
allocated to the high or low alcohol consumption groups on 
the basis of their self-reported average weekly alcohol 
consumption. The mean average weekly level of reported 
alcohol consumption was 12.85 units (sd=8.65). The pattern 
of group consumption was not overtly skewed therefore it 
was decided that the mean score rather than the median 
would be used as the criteria for group classification. 
The mean weekly consumption of subjects in the low alcohol 
consumption group was 7.42 units. The weekly consumption of 
subjects in the high alcohol consumption group was 21 
units. The range of weekly consumption was 0-35 units. 
Subjects whose average weekly alcohol consumption was less 
than or equal to 12 units were allocated to the low ethanol 
consumption group (N=24). Subjects who regularly drank 13
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units of alcohol or more per week were allocated to the 
high ethanol consumption group (N=16). All subjects were 
naive to the experimental hypotheses being tested. All 
subjects were native speakers of English. All subjects were 
aware that the experiment included the possibility of 
receiving an alcoholic beverage. Four subjects did not 
complete the complete experimental procedure by either 
failing to attend both experimental sessions or by failing 
to produce a complete response set. The data collected from 
these four subjects was discarded and additional subjects 
were recruited to increase the cohort size to forty 
subjects. Interestingly, the high drinking group subjects 
scored lower on the BMAS (Mean=5.56, sd=2.83) compared to 
the low consumption group (Mean=7.83, sd=4.42), this
difference being marginally significant, t=1.82, df=38,
p=0.077. No significant differences were observed on the 
MCSD between the high consumption (Mean=13.08, sd=2.62) and 
low consumption (Mean=13.93, sd=2.82) groups, t=0.9B,
df=38, p=n/s.
4.5.3 Materials
Paradigm Two
The materials used in the dichotic listening task were 
adapted from those used by Bonanno et al (1991) . Four 
dichotic listening compact cassette tapes were made by the 
media department at Froebel College, Roehampton Institute 
London. These tapes were edited from the recording of a
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male voice (Colin Martin). Two hundred and forty word pairs 
(480 total words) were arranged over four trials. 
Presentation of words were synchronised between channels. 
Each trial lasted sixty-three seconds. Three warning tones 
preceded the onset of each trial. Each trial consisted of 
the presentation of sixty word pairs presented at the rate 
of one word pair per second.
Each cassette tape consisted of the presentation of neutral 
words and negative trait adjectives. Neutral words were 
drawn for Heisse's (1965) list of semantic ratings of the 
1000 most frequent words in the English language. Neutral 
words with semantic values within one point of zero (i.e. 
step) were selected randomly from the list. The negative 
trait words were randomly selected from Anderson's (1968) 
list of trait descriptives. Trait adjectives with the most 
negative ratings were selected (e.g. mean).
A recognition test was devised. This was presented on three 
pieces of A4 size paper and consisted of sixty of the 
negative trait descriptives and sixty of the neutral words 
from the words presented on trials two and three (see 
Appendix XVII). One hundred and twenty comparable 
distractor items (sixty negative trait descriptives and 
sixty neutral words) were also presented. The ordering of 
presented and distractor items was random. Next to each 
word was the responses YES/NO which the subject was
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required to choose the appropriate response if he 
recognised the word from the previous trial.
4.5.4 Procedure
Paradigm One
The procedure to paradigm one was virtually identical to 
that of experiment two with the following addition to 
incorporate the variable of ethanol-loading. Appointments 
were made for subjects to participate in the experiment on 
two occasions. Each subject repeated the testing session 
not less than two and not more than four weeks after the 
first test session. Half of the subjects received alcohol 
loading on the first appointment while the remainder 
received placebo. On the second appointment those subjects 
that had received placebo on the first occasion received 
ethanol-loading while those that received ethanol-loading 
on the first occasion received placebo. This addition to 
the design was to prevent confounding due to systematic 
carry over effects. Subjects were weighed prior to 
experimentation and ethanol-loading levels were calculated 
by body weight. Subjects allocated to the ethanol-loading 
condition received 1 gramme of food grade pure ethanol per 
kilogramme of body weight, this being floated in 200 
millilitres of pure orange juice. The placebo drink 
comprised a standard dose of eight grammes of alcohol 
floated in 200 millilitres of pure orange juice. Subjects 
were given twenty minutes to consume the drink and were
270
tested approximately one hour after the twenty minute 
drinking period. This timing was chosen since at one hour 
post-drink consumption those subjects who had ethanol- 
loading would be on the ascending limb of the blood alcohol 
curve, ethanol being metabolised by the liver at a 
relatively constant rate.
Paradigm Two
Each subject was tested individually by the experimenter. 
The dichotic listening procedure was explained to the 
subject. The subject was requested to repeat allowed the 
word heard in the channel selected by the experimenter and 
was told to ignore any words heard in the other ear. A 
modification to the procedure used by Bonanno et al (1991) 
was to use a one second inter-stimulus interval (compared 
to 1.5 seconds) to prevent secondary processing of the non­
attended channel. The trial order is shown below in Table 
4.1.
Channel type
Trial order Shadowed Non-attended
One Neutral Neutral
Two Neutral Negative
Three Negative Neutral
Four Neutral Neutral
type and trial number.
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Trial one constituted the practice trial and was dismissed 
from analysis. The order of trial two and three was 
counterbalanced with half the subjects receiving trials in 
the order of one, two, three and four, the remaining 
subjects receiving trials in the order of one, three, two 
and four.
During each trial the experimenter recorded the number of 
shadowing errors made by the subject. Following each trial, 
the subject was given a one minute break prior to beginning 
the next trial. This procedure was repeated until the 
subject had completed all four trials.
Following the dichotic listening task, the subject was 
asked to count back from 500 in intervals of 3 ’s. This 
procedural device was to prevent the possible rehearsal of 
words from the final trial in short-term memory store. 
Backward counting was terminated after eighteen seconds. 
Subjects were then asked to complete the word recognition 
sheet.
Subjects were shown the word recognition sheet and were 
informed that some of the words may have been presented 
during the previous trials. They were requested to circle 
YES or NO if they recognised words from previous trials.
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4.5.5 Results
Initial mood ratings
The initial mood ratings (Appendix XVI) from the first 
testing period only were analysed using multivariate 
analysis of variance (MANOVA). No significant difference in 
mood was noted between groups, Hotellings=0.224, exact 
F=0.748, p=n/s.
Paradigm One 
Free recall
The means and standard deviations of the free recall 
dependent variables are shown in Table 4.2, p.275.
Age of earliest memory retrieved
The age of earliest positive memory retrieved data was 
subjected to a 2 x 2 ANOVA with group type and ethanol- 
loading as the independent variables. No effect of group 
type was observed, F(1,38)<1, p=n/s, neither was a main 
effect of ethanol-loading observed, F(1,38)<1, p=n/s. 
However, the absence of main effects needs to be viewed 
with caution since a significant interaction was observed 
between group type and ethanol-loading status, 
F(l,38)=4.75, p<0.05. This interaction can be understood 
thus. Whereas the low alcohol consumption group were older 
for age of earliest positive memory under placebo condition 
compared to ethanol-loading, this pattern was reversed for 
the high alcohol consumption group with these subjects
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being older for age of earliest positive memory under the 
ethanol-loading condition.
The age of earliest negative memory retrieved data was 
subjected to a 2 x 2 ANOVA with group type and ethanol- 
loading status as the independent variables. A highly 
significant main effect of group type was observed, 
F (1,38)=11.93, p<0.005, with the low alcohol consumption 
group being significantly older for age of earliest 
negative memory than the high alcohol consumption group. No 
main effect of ethanol-loading status, F(1,38)<1, p=n/s,
was observed. No interaction between group type and
ethanol-loading status was observed, F(1,38)<1, p=n/s.
Number of memories retrieved
The number of positive memories retrieved data was
subjected to a 2 x 2 ANOVA with group type and ethanol- 
loading as the independent variables. No main effects of 
group type, F(1,38)<1, p=n/s, or ethanol-loading status, 
F(1,38)<1, p=n/s, were observed. There was no evidence of 
an interaction between group type and ethanol-loading 
status, F (1,38)=1.12, p=n/s.
The number of negative memories retrieved data was
subjected to a 2 x 2 ANOVA with group type and ethanol- 
loading as the independent variables. As with the positive 
memories no main effects of group type, F(1,38)<1, p=n/s,
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or ethanol-loading status, F(1,38)<1, p=n/s, were observed, 
neither was there any evidence for an interaction between 
group type and ethanol-loading status, F(1,38)<1, p=n/s.
Ethanol-loading status
Dependent
variable
Group type Placebo Ethanol
Number of 
positive 
memories 
retrieved
Low
consumption
High
consumption
3.21 (1.96) 
2.88 (1.63)
3.13 (1.90) 
3.63 (1.78)
Number of 
negative 
memories 
retrieved
Low
consumption
High
consumption
2.58 (1.64) 
2.63 (2.06)
2.42 (1.86) 
2.69 (1.85)
Age of 
earliest 
positive 
memory
Low
consumption
High
consumption
6.21 (1.18) 
5.25 (1.57)
5.71 (1.43) 
6.06 (1.48)
Age of 
earliest 
negative 
memory
Low
consumption
High
consumption
5.67 (1.20) 
4.88 (1.02)
5.71 (1.27) 
4.81 (0.83)
of group type and ethanol-loading status
Cued recall
The mean scores and standard deviations of dependent 
variable scores is shown in Table 4.3, p.280.
Age of earliest memory retrieved
A mean score was obtained for positive and negatively cued 
memories. The positively cued recall scores and the 
negatively cued recall scores were then individually
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subjected to a 2 x 2 ANOVA with group type and ethanol- 
loading as the independent variables. No group effect was 
observed for age of earliest positive memory retrieved, 
F (1,38)=1.11, p=n/s. No difference in age of earliest 
memory retrieved was observed as a function of ethanol- 
loading, F(1,38)<1, p=n/s, neither was any interaction 
observed between group type and ethanol-loading status, 
F(1,38)<1, p=n/s.
No main effects of group type, F(1,38)<1, p=n/s, or 
ethanol-loading status, F(1,38)<1, p=n/s, were observed for 
the age of earliest negative memory retrieved. Further, no 
indication of an interaction between group type and 
ethanol-loading status was observed, F(1,38)<1, p=n/s.
Number of memories retrieved
A mean score was obtained for positive and negatively cued 
memories. The number of positively cued memories retrieved 
and the number of negatively cued memories retrieved were 
then individually subjected to a 2 x 2 ANOVA with group 
type and ethanol-loading as the independent variables. 
Analysis of the number of positively cued memories 
retrieved revealed a significant effect of group type, 
F (1,38)=4.53, p<0.05, with the low alcohol consumption
group retrieving significantly more positively cued 
memories than the high alcohol consumption group.
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No main effect of ethanol-loading status F(1,38)<1, p=n/s, 
or interaction between group type and ethanol-loading 
status was observed, F(1,38)<1, p=n/s, for positively cued 
memories.
No main effects of group type, F(1,38)<1, p=n/s, or 
ethanol-loading status, F(1,38)<1, p=n/s, were observed on 
the number of negatively cued memories retrieved. No 
interaction was observed between group type and ethanol- 
loading status, F (1,38)=1.73, p=n/s.
Latency to retrieve first memory
A mean score was obtained for the latency to retrieve first 
positive and negative cued memories. The positively cued 
first memory retrieved latencies and the negatively cued 
first memory retrieved latencies were then individually 
subjected to a 2 x 2 ANOVA with group type and ethanol- 
loading as the independent variables. Analysis of the speed 
to retrieve first positively cued memories revealed no 
group type differences, F(1,38)<1, p=n/s, or main effect 
of ethanol-loading, F(1,38)<1, p=n/s. No interaction was 
observed between group type an ethanol-loading status, 
F(1,38)<1, p=n/s.
No main effects of group type, F(1,38)<1, p=n/s, or 
ethanol-loading status, F(1,38)<1, p=n/s, were observed on 
the latency to retrieve first negative memory data. There
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was no evidence of an interaction between group type and 
ethanol-loading status, F(1,38)<1, p=n/s.
Intensity of emotion associated with earliest memory 
retrieved
A mean score was obtained for the intensity of emotion 
associated with earliest positive and negatively cued 
memories. The positively cued earliest memory associated 
emotional intensity scores, and the negatively cued 
earliest memory associated emotional intensity scores were 
analysed individually in a 2 x 2 ANOVA with group type and 
ethanol-loading status as the independent variables. 
Analysis of the intensity associated with positive memories 
associated with the time of experience shows that there 
were no main effects of group F(1,38)<1, p=n/s or ethanol- 
loading F(1,38)<1, p=n/s. There was no indication of an 
interaction between group type and ethanol-loading 
F (1,38)=1.38, p=n/s. No main effects of group, F(1,38)<1, 
p=n/s, or ethanol loading status, F(1,38)<1, p=n/s) or 
group X ethanol-loading interactions, F(1,38)<1, p=n/s, 
were found for associated emotional intensity with positive 
memories were at the time of recall.
A similar pattern of findings was revealed for the 
emotional intensity associated with negative childhood 
memories, with no main effects or interactions being 
observed (at time of experience. Group F(1,38)<1, p=n/s,
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ethanol-loading status, F (1,38)=1.38, p=n/s, group x 
ethanol-loading status, F(1,38)<1, p=n/s; at time of 
recall. Group, F (1,38)=2.39, p=n/s, ethanol-loading status, 
F(1,38)<1, p=n/s, group x ethanol-loading F(1,38)<1, 
p=n/s).
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Ethanol-loading status
Dependent Group type Placebo Ethanol
Variable
Number of Low 7.21 (1.23) 7.46 (1.40)
positive consumption
memories High 6.66 (1.12) 6.62 (1.24)
retrieved consumption
Number of Low 7.20 (0.77) 7.50 (0.99)
negative consumption
memories High 7.47 (1.11) 7.19 (1.26)
retrieved consumption
Age of Low 5.46 (0.52) 5.44 (0.57)
earliest consumption
positive High 5.55 (0.89) 5.60 (0.55)
memory consumption
Age of Low 5.48 (0.67) 5.62 (0.61)
earliest consumption
negative High 5.57 (0.39) 5.50 (0.48)
memory consumption
Latency to Low 8.20 (2.63) 8.82 (4.35)
retrieve first consumption
positive High 8.98 (2.87) 8.35 (4.88)
memory consumption
Latency to Low 9.42 (2.38) 9.40 (4.06)
retrieve first consumption
negative High 9.99 (2.34) 9.87 (3.83)
memory consumption
Intensity of Low 5.39 (0.66) 5.30 (0.61)
earliest consumption
positive High 5.26 (0.67) 5.43 (0.65)
memory (ATOE) consumption
Intensity of Low 5.48 (0.40) 5.53 (0.50)
earliest consumption
negative High 5.46 (0.38) 5.55 (0.36)
memory (ATOE) consumption
Intensity of Low 2.87 (0.61) 2.98 (0.67)
earliest consumption
positive High 3.00 (0.67) 2.91 (0.77)
memory (PT) consumption
Intensity of Low 3.64 (0.74) 3.68 (0.62)
earliest consumption
negative High 4.00 (0.69) 3.88 (0.79)
memory (PT) consumption
a function
of group type and ethanol-loading status.
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Paradigm two 
Shadowing Errors
The number of shadowing errors was subjected to a 2 (Group 
type) X 3 (word list type) x 2 (ethanol-loading status) 
three-way ANOVA with repeated measures on the last two 
factors. The mean number of shadowing errors are shown in 
Table 4.4, p.282. No significant differences between groups 
were observed, F (1,38)=2.33, p=n/s. A significant main 
effect of ethanol-loading status was observed, 
F (1,38)=4.09, p=0.05 with a greater number of shadowing 
errors occurring under the ethanol-loading condition. No 
interaction was observed between group type and ethanol- 
loading status, F(1,38)<1, p=n/s. A very marginal main 
effect of word list type was observed, F (2,76)=2.51, 
p=0.088, with more shadowing errors occurring, 
surprisingly, when shadowing the negative words. No group 
by list type, F (2, 76) =2 .28, p=n/s, or ethanol by list type, 
F (2,76)=1.92, p=n/s, interactions were observed. However, 
the main effects reported must be interpreted with caution 
since a highly significant higher order interaction, 
F (2, 76) =6. 79, p<0.005, was observed between group, ethanol- 
loading status and list type. This higher order interaction 
can be understood thus. Under the placebo condition there 
was little difference between groups when shadowing neutral 
words paired with negative words in the unattended channel 
and when shadowing negative words with neutral words in the 
unattended channel, when shadowing neutral words paired
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with neutral words in the unattended channel the high 
consumption group made substantially fewer shadowing errors 
than the low consumption group. In contrast, under the 
ethanol-loading condition, the low alcohol consumption 
group made a greater number of shadowing errors when 
shadowing neutral words paired with negative words compared 
to the high consumption group. The high consumption group 
however, made more shadowing errors when shadowing negative 
words paired with neutral words and when shadowing neutral 
words paired with neutral words compared to the low 
consumption group, under the ethanol-loading condition.
Ethanol-loading status
Word list type Group type Placebo Ethanol
Neutral*-Negative Low
consumption
High
consumption
2.88 (1.83)
2.88 (1.89)
4.33 (2.87) 
3.00 (1.59)
Negative*-Neutral Low
consumption
High
consumption
3.71 (1.65) 
4.00 (1.10)
3.68 (1.92) 
4.19 (2.48)
Neutral*-Neutral Low
consumption
High
consumption
3.79 (1.96) 
1.69 (1.14)
3.67 (1.79) 
3.88 (2.25)
X a - D X e  ^  a o  a  j - u - j - w x x
ethanol-loading status, and word list type (*= shadowed 
channel).
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Recognition task
The mean scores and standard deviations of the number of 
correctly recognised words are shown in Table 4.5, p.284. 
Independent t-tests were performed on each word list 
combination under each ethanol-loading condition using 
group status as the independent group variable. No 
significant differences were observed between groups on any 
of the word list, ethanol combinations.
The number of correctly recognised words was subjected to 
a 2 (group type) x 4 (word type e.g. negative/unattended)x 
2 (ethanol-loading status) three-way ANOVA with repeated 
measures on the last two factors. No main effects of group, 
F (1,38)=1.98, p=n/s, or ethanol-loading status, F(1,38)<1, 
p=n/s, were observed. There was no evidence of an 
interaction between group and ethanol-loading status, 
F(1,38)<1, p=n/s. A highly significant main effect of word 
type was observed however, F (3,114)=83.81, p<0.001. Words 
which were shadowed were recognised to a greater degree 
than those that were presented to the unattended channel 
however, negative shadowed words were recognised correctly 
to a far greater degree than shadowed neutral words.
No interaction between group and list type, F (3,114)<1, 
p=n/s, and ethanol-loading status and list type, 
F(3,114)<1, p=n/s, were observed. There was no evidence of 
a higher order interaction between group type, ethanol-
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loading status and list type, F(3,114)<1, p=n/s.
Ethanol-loading status
Word type Group type Placebo Ethanol
Shadowed Neutral Low
consumption
High
consumption
18.46 (2.77) 
18.56 (2.73)
18.25 (2.29) 
19.81 (3.06)
Shadowed Negative Low
consumption
High
consumption
21.04 (3.38) 
21.44 (3.42)
22.00 (3.18) 
21.81 (2.86)
Unattended
Neutral
Low
consumption
High
consumption
15.58 (2.54) 
15.50 (2.53)
15.42 (2.93) 
15.06 (2.41)
Unattended
Negative
Low
consumption
High
consumption
15.96 (2.07) 
16.13 (2.00)
15.50 (1.79) 
16.31 (2.85)
X e U J X f e S  J  IN  U - i l l U C J .  W  '^ W J - . 1 - > - J - J  ^
function of word type, group type, and ethanol-loading 
status.
4.6 Discussion
The results of the recall of childhood memory data will 
initially be discussed prior to an examination of the 
findings from the dichotic listening task. This will be 
followed by a general summary.
Do the results support the stated hypotheses and if so does 
this support the notion of ethanol bolstering of the 
repressive mechanism ? The main findings of the experiment 
did not support the stated hypotheses. The absence of main
284
effects of ethanol-loading status on any of the dependent 
variables would indicate that the acute administration of 
ethanol did not influence the mechanism of repression. 
Ethanol-loading status did not appear to influence the age 
of earliest negative memory retrieved, the number of 
negative memories retrieved, or the latency to retrieve 
negative memories. Ethanol-loading status did not appear to 
modify the emotional intensity associated with negative 
childhood memories. Further, these findings do not support 
the extension of the pararepression notion to non- 
pathological groups. However, these conclusions are made in 
relation to the formal stated hypotheses. A number of main 
effects of group and a group x ethanol interaction were 
found and these appear to provide some limited support for 
the notion that repressive defense may be modified 
depending on current level of ethanol consumption.
On the free recall of positive memories variable it was 
found that a significant interaction occurred between group 
type and ethanol-loading status. Subjects with a low weekly 
ethanol consumption were older for age of earliest 
childhood memory under the placebo condition and younger 
under the ethanol-loading condition compared to the high 
weekly alcohol consumption subjects. This interaction is 
difficult to interpret in relation to repression theory 
since the memories are affectively positive and therefore 
unlikely to be influenced by repressive defense. However,
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the results of experiment one seem to indicate that when 
repression is defined in information-processing terms as an 
individual-differences variable, all affective material may 
be influenced by repressive 'attenuation' . The magnitude of 
such attenuation being greater depending on the level of 
associated anxiety.
In this respect, there is some limited support for the 
notion that ethanol-loading enhances the repressive defense 
since the high consumption group were older for age of 
earliest positive memory under the condition of ethanol- 
loading. Is it therefore possible that the high consumption 
group are influenced differentially by ethanol to incur a 
repressive effect for even positive memories ? Though such 
a possibility exists in terms of repression being a process 
of affective information-processing attenuation, this would 
certainly conflict with the notion of a self-medicating 
hypothesis that operates within the upper and lower limits 
of normative drinking practice.
Though these interpretations of the interactions are, at 
times tenuous, it is difficult to concede to any further 
explanations of the findings. More theoretically credible, 
is the observation of a main effect of group type observed 
for the age of earliest negative memory observed during the 
free recall task. The low alcohol consumption group were 
significantly older for age of earliest negative memory
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than the high alcohol consumption group. This finding can 
be accommodated both within repression theory and the self- 
medication hypothesis. In contrast to the interaction 
discussed earlier relating to positive memories, this 
finding is consistent with the prediction that a high 
alcohol consumption group (relative to a low alcohol 
consumption group) has a repression deficit and that to 
counter this ethanol is used to bolster the repression 
defense. Again, in contrast to the finding of the 
interaction discussed earlier, this finding suggests that 
the self-medication model of addiction in relation to the 
defense of repression can operate at normative levels of 
consumption which are generally deemed to be non- 
pathological.
Further supportive evidence for both positions stated above 
comes with the finding of a significant main effect of 
group on the cued recall of positive memories. It was found 
that the low consumption group recalled a greater number of 
positive memories compared to the high consumption group. 
In one respect this is consistent with the interaction 
effect, repression may be a process that is instrumental in 
the attenuation of positive memories as well as negative 
ones. An alternative explanation is that the high 
consumption group may have difficulty in retrieving 
positive memories and this could be involved in self- 
medication post-facto. Put more succinctly, it is possible
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that the repressive defense in individuals who are either 
alcoholic, or more broadly, drink more than comparison 
individuals, fail to repress negative memories but repress 
positive ones ? If this is the case, the problem may 
implicate not only a failure to repress but also a 
repression selectivity/sensitivity problem. The findings 
from this study offer some support for this speculation. 
Certainly the pattern of results and the absence of support 
for the formal stated hypotheses would indicate that no 
firm conclusions can be drawn from these speculations. 
Indeed, since no group effects were noted in terms of 
emotional intensity associated with retrieved positive and 
negative memories, and group effects have been found in 
relation to pathology in experiments one and two, then 
these speculations must remain speculations only.
The absence of any main effects of ethanol-loading would 
seem to strongly suggest that the acute ingestion of 
ethanol, in non-problem drinking subjects, does not 
influence the mechanism of repression with respect to the 
recall of childhood memories. This in turn would indicate 
that the differences observed between alcoholics and 
controls in experiments one and two in terms of repression 
and pararepression are likely to be consequential of a 
pervasive individual-differences variable. Further, this 
individual-differences variable influences the processing 
of emotional material and subsequent retrieval from memory.
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This individual-differences variable would seem to be 
linked to psychopathology. The results of this experiment 
indicate that acute ethanol ingestion cannot be concluded 
to influence the repressive response in non-alcoholic 
subjects, therefore if, as according to the self-medication 
hypothesis, individuals develop problem drinking behaviour 
in order to bolster the repression defense, ethanol 
ingestion must fail to do this adequately at the level of 
influencing the repression mechanism.
The obvious rider to the last sentence is, of course, that 
alcoholics (and non-alcoholics) seldom drink under 
laboratory conditions. It is possible that at higher levels 
of ethanol ingestion than those permissable under the 
present protocol, the repressive defense may be affected in 
an exponential manner. However at increased levels of 
ethanol ingestion, any expression of dynamic defense change 
would, inevitably, be confounded by ethanol toxicity on 
global cognitive function. The findings from paradigm two 
in connection with ethanol-loading on the shadowing task 
may highlight this point.
Prior to a general summary, the findings from the shadowing 
task will be discussed. The hypothesis that ethanol 
exposure would reduce shadowing errors when negative words 
were presented to the unattended channel was not supported 
by the data. Indeed, the main effect of ethanol-loading
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observed would seem to indicate that ethanol, at least in 
relation to this task, has a superordinate detrimental 
effect on cognitive processing generally using shadowing 
performance as an index of cognitive acuity. The weak 
marginal main effect of word list type was inconsistent 
with the hypothesis since more shadowing errors occurred 
when shadowing the negative words. The highly significant 
interaction between group, word list type and ethanol- 
loading status is of importance.
The high consumption group made fewer shadowing errors than 
the low consumption group only when shadowing neutral words 
paired with neutral words and only in the placebo 
condition. This finding is of interest since the condition 
of neutral words paired with neutral words can be described 
as a no threat condition. A no threat condition will be the 
least likely, according to the self-medication hypothesis, 
to elicit a repressive response, since the repressive 
response is expressed in reaction to a perceived threat. It 
is therefore consistent with the self-medication 
hypothesis, extended to normal levels of drinking, to 
predict that a higher consumption group would make fewer 
shadowing errors in this condition since their baseline for 
repressive responding would be higher than the low 
consumption group in this condition only. In effect, the 
perception of threat would be predicted to be more salient 
to the high consumption group. The absence of threat,
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therefore, would suggest that the high consumption group 
could use surplus cognitive processing resources allocated 
to threat management for the purposes of general 
information-processing. This process would be consistent 
with both the self-medication hypothesis and Steele and 
Josephs (1988) attention-allocation hypothesis.
It was stated in the subjects section that a number of 
participants took part in a further experiment where a 
blood sample was taken. It is important to note that the 
experimental procedure in relation to the memory experiment 
was identical in all cases. The blood sample was taken in 
relation to a biochemical study (Martin et al, 1996). It is 
conceivable that knowledge that blood was to be taken 
increased subjective anxiety and may have had some 
influence on recall performance. However, this would seem 
to be unlikely since all subjects were: (1) volunteers, (2) 
the large majority of participants who gave a blood sample 
were regular blood donors, (3) a descriptive examination of 
recall scores from both paradigms showed there to be little 
difference between those who gave blood and those who did 
not on measures of recall and, (4) the blood sample was 
taken at a different time to the experimental procedure. It 
would seem that, on balance, this is unlikely to be an area 
of experimental confound.
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4.7 Summary
The formal stated hypotheses were generally unsupported by 
the experimental findings. However, the findings have 
raised important questions regarding the threshold for 
repressive responding in relation to drinking behaviour 
within normal limits and with a non-problem drinking 
population. Support was found for the notion that the self- 
medication hypothesis can tentatively be extended to 
differentiate between drinking groups who report 
consumption levels which are not excessive or self- 
reportedly problematic. Indeed, since this experiment was 
completed, the government has revised and increased the 
recommended safe limits of weekly alcohol consumption 
(1996). The vast majority of the subjects who participated 
in this experiment have a self-reported weekly alcohol 
consumption that falls within the safe recommended weekly 
limits set by the government. On a number of measures of 
cognitive process however, it has been shown that the high 
and low consumption groups can be differentiated from each 
other.
The pattern of results have also implicated that the 
concept of repression may not be uni-dimensional. Limited 
evidence suggests that repression in respect to 
psychopathology, may represent a selectivity/sensitivity 
processing deficit, repression acting in pathological 
circumstance on incorrectly affectively tagged information
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and memories.
The use of two experimental paradigms with the same group 
of subjects was of importance for reasons beyond those of 
experimental economy. The two paradigms yielded results 
that led to conflict in terms of interpretation. The 
childhood memory data suggested that the self-medication 
hypothesis rested primarily within the domain of 
psychopathology, with repressive effects being of 
questionable meaningful value within the range of normative 
drinking practices on many of the dependent variables. The 
childhood data did, however, provide some limited support 
for the self-medication hypothesis in that the high 
consumption group (relative to the low consumption group) 
may be repressively impoverished, and use ethanol to 
bolster the repression defense. The findings from the 
childhood memory data was, in summary, mixed.
The shadowing data, on the other hand Tended support for 
the theoretical notion that the self-medication hypothesis 
could be extended to individuals without pathology and who 
drank within normative drinking levels. The shadowing data 
was also supportive of Steele and Josephs (1988) model 
which is fundamentally a anxiety reduction model.
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Incorporating a model of repression into the aetiology of 
problem drinking behaviour, both sets of results, taken as 
a whole, particularly the shadowing task data set, can be 
viewed as providing support for the repressive process 
being involved at all levels of drinking behaviour, even 
normative. This is an important point since issues of 
diagnosis and psychopathology are extremely problematic 
with respect to alcohol abuse (Chapter 2). The findings of 
this experiment furnish evidence for the notion that, in 
terms of implicating a repressive mechanism, alcohol abuse 
represents a continuum ranging from abstinence to chemical 
dependency, including normative drinking practices, that is 
typified by the differential expression of cognitive 
process at all points along the drinking level continuum. 
This point cannot be understated because implicit to it is 
the notion that individuals can modify their drinking 
pattern and levels of consumption in response to a stressor 
such as a life event. Repression can be accommodated within 
this notion since the anxiety associated with the stressor 
will be modified by the effect of ethanol on cognitive 
processes. More succinctly, within this model 'normal 
people' (non-problem drinkers) can become 'alcoholics' 
following a significant life event. Supportive evidence for 
this position comes from Davies (1962) who found that 
individuals who had been diagnosed as being 'alcoholic' 
often returned to normal levels of consumption, that 
alcohol consumption increases following trauma (Joseph et
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al, 1993) , and that alcoholics level of consumption was 
uni-modal within the normal population (Edwards and Grant, 
1977). Essentially, individuals may be alcoholic at one 
stage of their lives and not at others, and a period of 
alcoholic diagnosis may precede a period of behaviour that 
is in no way recognisable by any diagnostic criteria 
associated with 'alcoholism'.
This study provides, therefore, some tenetative support 
that repression may be a cognitively 'reflexive' mechanism 
that is modified by ethanol consumption in response to a 
stressor. Since there was found evidence of differences 
between groups in terms of cognitive function associated 
with level of consumption within normal consumption levels, 
and this may be associated with baseline levels of 
repressive defense assumed to be largely circumscribed by 
early environmental factors, issues related to the possible 
genetic or environmental aspect of repressive responding 
need to be addressed.
Experiment five (Chapter 5) will investigate the role of a 
family history of alcoholism on the expression of 
repressive defense in order to address issues raised in 
this chapter. Chapter 7 will review the evidence gathered 
from all the experiments relating to the development of 
alcoholism in relation to repression in the context of 
relationship and environmental factors.
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4.8 Two final points
Two final points need to be addressed. Firstly, how useful 
is the ethanol challenge as a technique to investigate 
repressive phenomena in terms of both cognitive process and 
aetiology ? This question is fundamentally tied up with two 
issues, physiology and hypotheses testing. The finding of 
significant interactions between ethanol-loading status and 
other independent variables, suggests that the ethanol 
challenge is a useful technique, since the effect of
ethanol is obviously complex, and currently little 
understood. This is because the effect of ethanol can be 
described beyond models of cognition that suggest that 
ethanol has a uni-lateral effect on cognition such as by
slowing the CNS (Maylor and Rabbitt, 1993). This point is
related to the issue of hypotheses testing. There was 
little evidence found to support the formally stated
hypotheses, however, the pattern of results did provide 
evidence to support the notion that repressive processes 
have a relationship with alcohol consumption, and that 
ethanol consumption does have a direct effect on the 
repressive response. The role of the ethanol challenge 
would thus appear to be vindicated. Hypotheses testing 
however, raises a wider theoretical and philosophical 
issue.
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Without this data set these insights would obviously not 
have been found but, more importantly, it would have been 
extremely difficult to generate hypotheses to support the 
findings prior to the experiment. Why would it have been so 
difficult to formulate hypotheses related to the results 
prior to the experiment ? The answer to this question is 
likely to be the most vexing but also the most exciting 
aspect to this study. The answer is, I believe, because 
this area of research is extremely novel. The notion of 
pararepression is new and the concept of repression in 
relation to problem drinking has never been empirically 
tested. Psychoanalytic theory has generated a model of 
addiction based on a self-medication hypothesis that 
emphasises the role of mental defense mechanisms, 
particularly repression. Again, though rich in theory, this 
has never been empirically tested. In order to test the 
role of repression in aetiology empirically, it has been 
redefined as an individual-differences variable. The 
results of experiments one and two however suggest that a 
further process like repression and called pararepression 
may be crucial to aetiology. Pararepression, has 
commonalities with repression but is also observed to be a 
fundamentally distinct phenomenon. A most important 
distinction between repression and pararepression is that 
pararepression has been observed to be a between groups 
phenomenon that is characteristically and saliently 
associated with psychopathology.
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/In summary, a new phenomenon has been observed, this was
unexpected, and to take account of this, theories that
fuelled this research would appear to need some, possibly 
radical, revision. Re-defining the theoretical framework of 
the body of psychodynamic theory is, possibly, beyond the 
scope of this thesis, however the findings so far
illustrate not only that a large proportion of this
research is covering new ground, but also, the limitations 
of present knowledge in accounting for empirically observed 
psychodynamic phenomena. These issues are discussed in the 
final chapter.
U N V E H S IW  O F SOHW Bf
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, CHAPTER FIVE
THE ROLE OF A FAMILY HISTORY OF ALCOHOLISM IN THE 
EXPRESSION OF REPRESSIVE RESPONDING
Murder, like talent, seems occasionally to run in families.
G.H. Lewes
I inherited a vile melancholy from my father, which has 
made me mad all my life, at least not sober.
Dr Samuel Johnson
5.1 Introduction
Experiments one and two have demonstrated that abstinent 
alcoholic subjects demonstrate a differential in recall of 
autobiographical memories and associated emotional 
intensity compared to controls that appears to be a group 
characteristic. Experiment two suggests that these group 
differences are not accountable to residual cognitive 
impairment following many years heavy drinking. These 
between group differences in recall have been described as 
a pararepressive process. The latency to retrieve task 
gives a useful measure of cognitive processing and this 
task has been found to be subject to significant between 
groups differences.
299
This leads to an important question. Can such group 
differences be accounted for by genetic factors ?, 
essentially, is the failure to repress or the
pararepressive phenomena observed in abstinent alcoholics 
hard-wired in the brain ? Alternatively, can the 
pararepressive phenomena be explained by socio-cultural 
transmission ? Is the pararepressive phenomena associated 
with the early child-rearing environment, such an
environment affecting the development of ego defense 
mechanisms as would be predicted by the self-medication 
hypotheses ?
These questions are particularly pertinent since children 
of alcoholics are known to be highly vulnerable to the 
development of alcoholism and there is currently much 
argument as to the biological and social determinants of 
alcoholism.
The experiment in this chapter will seek to examine these 
important questions in the context of the current debate on 
aetiology. Non-alcoholic adult children of alcoholics will 
be participants in this study.
5.2 Alcoholism: Genetic or social transmission ?
Many studies have found that a family history of alcoholism 
(particularly parental) is associated with a significantly 
increased risk of the development of alcoholism
300
(Merinkangas, 1990). Indeed, epidemiological research has 
found that the most powerful predictor of the development 
of alcoholism is the presence of alcoholism in one or both 
parents (Cotton, 1979) .
Adult children of alcoholics are up to eight times more 
likely to develop alcoholism than adult children of non­
alcoholics (Merinkangas, 1990). A number of possibilities 
has been suggested to account for this finding (Pihl et al, 
1990).
5.3 The biological basis of alcoholism
Research into the role of biological and genetic factors in 
the aetiology of alcoholism is currently much in vogue. In 
fact, this area of alcoholism aetiology research currently 
dominates. Psychological and social research is poorly 
represented by comparison. This does not, by any means, 
provide evidence for a superior explanation of aetiology 
within biochemistry since it is possible that the dominance 
of biological research could be an artifact of the larger 
number of specialities (e.g. biochemists, biologists, 
geneticists, neurologists, psychobiologists, etc) that this 
area attracts. Coupled with the traditional description of 
alcoholism within a diagnostic system emphasising a 
'disease' model of addiction, it is not difficult to 
understand the biological bias in current research. However 
the biological research findings themselves are highly
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inconsistent.
Hill et al (1990), found group differences between family 
history positive (FH+) of alcoholism and family history 
negative (FH-) of alcoholism subjects on measures of 
electroencephalographic activity (EEG). In particular it 
was observed that FH+ subjects had reduced amplitudes of 
certain event-related EEG responses, particularly the P. 300 
event-related potential. However, EEG studies that have 
found group differences between FH+ and FH- subjects 
(Ehlers and Schukit, 1990; Pollock et al, 1983) have not 
been replicated (Cohen et al, 1991; Kaplan et al, 1987).
Schuckit (1985) has found that FH+ subjects have a tendency 
to be less sensitive to alcohol, particularly along the 
descending limb of the blood alcohol concentration (BAG) 
curve using observational techniques and self-report 
measures. In contrast (Pollock, 1992), has shown FH+ 
subjects to be more sensitive to the affects of alcohol 
than FH- subjects.
Twin and adoption studies of children of alcoholics have 
generally been supportive to the notion of a genetic 
contribution to alcoholism (Searles, 1988). Twin studies 
are useful since twin type can be divided into two 
categories, mono-zygotic (MZ) who share 100% of their genes 
and dizygotic (DZ) who share, on average about 50% of their
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genes. Differences between MZ and DZ twins, since they are 
likely to be subject to the same environmental factors, if 
found, are considered to be supportive of a genetic 
contribution to aetiology. An early study (Kaij, 1960) 
compared 32 MZ and 102 DZ twin pairs and found moderate 
support for a genetic contribution to aetiology. Kaij also 
found evidence for joint environmental-genetic 
contributions to aetiology.
Hrubec and Omenn (1981) used a large number of twin pairs 
(271 MZ and 441 DZ) and found a substantial genetic 
contribution to alcohol abuse. In contrast to Kaij's (1960) 
study, no evidence was found for an environmental 
contribution to alcohol abuse.
Pickens et al (1991) study of 169 twin pairs in contrast 
with Hrubec and Omenn's (1981) study, found that the 
majority of the contribution to aetiology was explained by 
environmental factors (51%) though genetic factors had a 
smaller, though still significant, contribution (36%) to 
aetiology.
It would seem then, that twin studies provide at best 
mixed, and inconclusive, evidence on the genetic 
contribution to aetiology. All twin studies can be 
criticised on the basis of methodological issues (Searles,
1990), and conclusions regarding a genetic conclusion to
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aetiology based on twin studies would be premature. The 
value of twin studies is that no 100% concordance rate for 
alcohol dependence has so far been found (Schuckit, 1981), 
thus emphasising that even within the realm of genetics 
research, environmental factors cannot be dismissed.
Recent research has focused on the possible role of 
neuro-chemical systems in the development of aetiology. 
Much of this work has focused in particular on the 
neurotransmitter serotonin (5-Hydroxytryptamine or 5-HT). 
Low levels of serotonin has been related to higher levels 
of alcohol consumption (Naranjo and Seller, 1985) . Rausch 
et al (1991) reported differences between FH+ and FH- in 
the uptake of serotonin implicating genetic involvement at 
the level at the serotonin receptor. However, it should be 
noted that serotonin is the most widely studied 
neurotransmitter both generally and in relation to 
addiction. In spite of this, the evidence for a role of 
serotonin abnormality in the expression of alcoholism 
remains unconvincing (Bonner, 1994, 1996b).
Oretti et al (1996) for example, have recently focused on 
the role of the tryptophan hydroxylase and pyrrolase 
enzymes examining the possibility that serotonin metabolism 
may be differentially affected by group differences in 
enzymic activity. The importance of this study in serotonin 
research is that Oretti and colleagues have returned to the
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first principles of biochemical generalisability by using 
an animal model of pathology. The implications of this is 
that a model that may meaningfully contribute to a 
biochemical individual difference in humans, and therefore 
to have some clinical and aetiological significance is 
likely to be a long way off.
Search for a genetic component to alcoholism has recently 
been extended to the dopamine system. An association has 
been found between the DRD2 dopamine receptor gene and 
alcoholism (Blum et al, 1990). Goldman (1993) reviewed 
three population studies that detected a higher Tacql A1 
frequency of the DRD2 gene in alcoholics. Goldman concluded 
however, that the evidence from these studies showed no 
association between gene expression and alcoholism. Pato 
(1993) on the other hand, concluded from a meta-analysis of 
eight studies that the evidence supported an association 
between the DRD2 receptor gene and alcoholism. It is 
interesting to note that both Goldman and Pato concede that 
these results (an consequently conclusions) may be an 
artifact of sampling error. A relatively well controlled 
study (Arinami, 1993) of Japanese subjects (alcoholics aged 
60 or over) found an association between the A1 allele of 
the D2/TaqlA and outcome measured by longevity. This was 
interpreted in the light of the finding that the A1 allele 
has been most frequently found in deceased alcoholics 
(Arinami, 1993). A crucial point to this genetically
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promising study is that the total genetic variance 
associated with the D2/TaqlA and alcoholism was only 9.5 
percent. Therefore, even this recent, detailed and well 
controlled study found that the A1 allele does not have a 
major effect on the susceptibility to alcoholism.
The problem of generalisability of physiological studies of 
children of alcoholics has to be addressed because of 
methodological concerns.
An example of this is DeWit and McCraken's (1990) study of 
male adult children of alcoholics (ACOA) that found 
differences in the physiological response to alcohol 
between the ACOA's and a control group. This study held 
much promise in determining a group difference that my be 
genetically determined. However, closer examination of this 
study reveals that the total number of ACOA's in the study 
was six subjects in total. It is obvious that 
generalisations cannot be realistically made from such a 
small number of subjects as the risk of making a type 1 
error during statistical analysis is very high. This study 
has not, so far, been replicated with an appropriate number 
of subjects.
Other researchers have attempted to integrate hypothesised 
biochemical differences between ACOA's and controls into a 
model of personality differences. A main contributor to the
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notion that inherited biochemical differences can be 
correlated with personality characteristics, and then 
related to pathogenesis is Cloninger (1987). Cloninger has 
described two types of alcoholic based on the hypothesis of 
differences existing in the serotonin, noradrenaline and 
dopamine systems that correlate with certain aspects of 
temperament. Cloninger suggested that one of these types of 
alcoholism (type 2) was strongly influenced by genetic 
factors. Otter and Martin (1996) have produced an extensive 
review of this psychobiological approach to aetiology which 
suggested that this model had some clinical, if not 
convincing, aetiological relevance. A major problem has, 
however, recently been identified with the clusters of 
temperament characteristics on which the biochemical 
features are hypothesised to correlate.
Otter et al (1995) has established that the factor 
structure of temperament characteristics is not consistent 
in a sizable (N>400) U.K. population. This finding has 
furnished evidence that undermines Cloninger's assumption 
that temperament characteristics can be linked to 
biochemical indices. Therefore differences found on either 
biochemical measures, or temperament characteristics, 
between ACOA’s and controls in the context of this model 
need to be interpreted with extreme caution since the model 
itself appears to lack construct validity.
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This perspective is further, anecdotally supported by 
researchers who suggest that the two discrete groups (Type 
1 and Type 2) hypothesised by Cloninger represent, instead, 
a continuum between extreme points along which all problem 
drinkers can be accommodated (Gilligan et al, 1988) . Still 
further, other evidence suggests that differences 
identified by Cloninger may, in fact, be measuring 
personality features that have little relevance to type 1 
and type 2 alcoholism (Irwin et al, 1990). Indeed, when 
these additional personality features are controlled for, 
the genetic features that, according to Cloninger's model, 
differentiate type 1 and type 2 alcoholics, are not found 
(Schuckit et al, 1990).
Discussing the merits of biological and genetic 
investigations into alcoholism, Bonner (1996b, p.225) 
concluded "...there are a large number of methodological 
pitfalls in investigations of the genetic basis of these 
mechanisms".
In summary, the results of biological and genetic 
investigations of alcoholism have been, thus far, 
inconclusive. The pursuit of biochemical and genetic 
explanations of alcoholism is based on the finding that 
ACOA's are particularly vulnerable to the development of 
alcoholism. Perhaps the rationale for the dominance of 
biologically and genetically driven research in this area
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is that, in spite of inconsistent findings, new knowledge 
is found which is extrapolated to, and provides new 
insights, into brain function in individuals without 
psychopathology.
Bonner (1996b, p.226) concluded in his review of biological 
mechanisms of alcohol dependence that "Studies on alcohol 
dependence are contributing to our knowledge of brain 
function". Though this is a scientifically laudable goal in 
itself, the evidence thus far accrued does not appear to 
consistently support the dominance of a biological or 
genetic component to the aetiology of alcoholism, though 
many of these studies are 'sold' as such.
5.4 Psychosocial approaches to the development of 
alcoholism
The mechanism of repression and the self-medication 
hypothesis discussed in detail in Chapter 1 emphasis a 
developmental approach to aetiology based on intra-psychic 
processes and personal relationships. Implicitly, this 
approach emphasises the role of environmental factors in 
determining psychopathology.
Otter and Martin (1996), in their review of personality 
characteristics of alcoholics, demonstrate that the notion 
of an 'addictive' personality is no longer a tenable 
construct. However, as pointed out in Chapter 2, indices of
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personal concept such as locus of control and self-esteem 
do appear to be important in terms of both aetiology, and 
recovery. Interestingly, evidence has been found to link 
both locus of control and self-esteem to pre-morbidity, 
aetiology and prognosis in alcoholism. It is readily 
accepted that an adaptive early family environment is 
important in the development of a healthy locus of control 
orientation and a high self-esteem (Deutsch, 1982) . The 
role of attachment and bonding has also been implicated in 
the psychopathology of alcoholism (Hardwick et al, 1995) 
and can be viewed as a salient index of early interpersonal 
relations and relatedness. This section will therefore, 
necessarily focus on locus of control, self-esteem and 
attachment and bonding, as these constructs appear to be 
pivotal psychosocial factors implicated in alcoholism, all 
three factors are central to the self-concept, and are 
consequently implicitly expected to be associated with the 
development and function of the mechanism of repression.
5.5 Locus of control
The locus of control (LOG) construct (Rotter, 1966) 
represents an enduring approach to the investigation of 
personality, it being a fundamental part of social learning 
theory (Rotter, Chance and Phares, 1972). It has also been 
used widely in the clinical field to investigate many 
examples of psychopathology including those purportedly 
involved in addictive behaviour (Mills, 1991).
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The locus of control is an example of a single trait theory 
of personality. Single trait theories of personality unlike 
multi-trait theories of personality, do not seek to explain 
the entire personality, rather, single trait theories 
attempt to explain the dominant personality dimension that 
is central in mediating an individual's behaviour. The LOG 
construct describes a generalised expectancy regarding an 
individual's beliefs concerning their personal control over 
situations. The original LOG scale was administered using 
a questionnaire that comprises twenty nine pairs of 
statements. The respondent chooses the one statement from 
each pair which he more strongly believes and from the 
subjects' choice of responses a sum score is obtained 
representative of the subjects' LOG orientation along the 
dimension. The uni-dimensional LOG continuum ranges from 
internal to external, therefore an individual who is nearer 
to the internal extreme of the dimension would be described 
as having an internal LOG and believe themselves to be more 
in control of situations. In contrast, an individual 
nearer to the external extreme of the dimension would be 
described as having an external locus of control and 
believe themselves to be less in control of situations. 
Important differences have been found in LOG orientation 
between individuals exhibiting addictive behaviour and 
controls.
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It would seem intuitive that individuals whose lives have 
been affected by the abuse of substances and who often 
report feeling out of control of their lives would be 
expected to have an external LOG orientation. This general 
expectation for substance misusers to have an external LOG 
has been investigated in many LOG studies in addiction. 
Since the majority of LOG studies have focused on 
alcoholism this section will, necessarily, address this 
area much more closely.
5.5.1 Alcoholism and the locus of control
Many studies have demonstrated that individuals with 
alcoholism have a more external LOG orientation than non­
alcoholics (Rohsenhow, 1983). These findings are supportive 
of the notion that individuals who feel they have little 
control over their drinking would also have an external LOG 
orientation. Other studies have found conflicting evidence 
against this prediction, and have found alcoholics to be 
more internal in control orientation than non-alcoholics 
(Hulbert et al, 1983) . There is also some evidence from 
retrospective studies that pre-alcoholics are more likely 
to be external in control orientation compared to their 
peers (Gox et al, 1983) thus enhancing the LOG concept as 
an enduring personality dimension that has discriminatory 
power. Paradoxically, it has also been demonstrated that 
alcoholics during the course of treatment become more 
internal (Annis and Peachey, 1992). Though a shift toward
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internality would be desirable in terms of gaining control 
over one's drinking, this finding also rather usurps the 
concept of the LOG construct having inherent stability 
which is a pre-requisite of a reliable measure of 
personality.
The apparent inconsistencies highlighted above may be 
explained by other factors that may co-vary with LOG 
orientation and drinking behaviour. Haack's (1988) study of 
nursing students indicates some of the possible additional 
factors that need to be considered. Haack found that during 
a two year affiliation, most students frequency of alcohol 
use increased and that there was also a corresponding 
increase in burnout symptoms. Interestingly, these 
behaviours were related to a lack of social support and an 
external attribution style (conceptually related to 
external LOG). These findings would seem indicative of the 
role of stress i.e. no support, as an important variable in 
increased drinking consumption. Social support may also be 
an important factor in the aetiology of problem drinking 
behaviour.
Davis (1983) for example, found that children of alcoholics 
have lower self-esteem and have a more external LOG 
orientation than children of non-alcoholics. Since 
personality characteristics such as self-esteem and LOG are 
believed to be relatively stable from childhood to
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adulthood researchers have explored the possibility of low 
self-esteem being a risk factor involved in alcoholism 
(Churchill et al, 1990) although the findings from self­
esteem studies are mixed. Depression and anxiety should 
also be considered in any assessment of the clinical 
application of the LOG construct since depression and 
anxiety are often reported in cases of alcoholism (e.g. 
Errico et al, 1991) and depressed and anxious individuals 
demonstrate differences in LOG orientation compared to non­
depressed and non-anxious controls (e.g. Molinari and 
Khanna, 1980).
5.5.2 Locus of control and clinical outcome
A practical measure of the validity of any personality 
measure in the clinical field is its usefulness as a 
predictor of outcome, and indicator of therapeutic change. 
Ganton et al (1988) found that alcoholics entering 
treatment who were LOG internal had a better outcome in 
terms of drinking status at six month follow up compared to 
those who were LOG external. However, it was also found 
that those alcoholics who experienced more independent life 
events of high negative impact were more likely to relapse.
Using the drinking-related locus of control scale (DRIE 
Scale; Donovan and O'Leary, 1978), Annis and Peachey (1992) 
explored the possibility that type of treatment was 
implicated in determining alcoholics control orientation
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and their follow up status. Subjects participated in a 
clinical trial and were prescribed calcium carbamide, a 
short-acting alcohol sensitising drug. Subjects received 
this medication in combination with either medical advice 
emphasising the medical management of their problem 
drinking, or relapse prevention counselling emphasising the 
development of more adaptive coping strategies for dealing 
effectively with high risk drinking situations. In the 
relapse prevention condition subjects were encouraged to 
gradually reduce their reliance on the medication in 
conjunction with graded exposure to high risk drinking 
situations. Subjects receiving relapse prevention 
counselling demonstrated a shift toward internality whereas 
those in the medical advice condition showed no shift in 
control orientation. There was also some indication that 
treatment gains were more effectively maintained at 18 
month post-treatment follow up for those subjects who had 
received relapse prevention counselling.
These studies provide support for the cognitive social 
learning model of behaviour change in the applied clinical 
setting. This also concords with the philosophy 
underpinning motivational interviewing (Miller and 
Rollnick, 1991), an approach that is now popular in the 
counselling treatment of addictive behaviour that 
emphasises personal control and responsibility as crucial 
to adaptive behaviour change. While there is evidence to
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suggest that high externality scores are a good indicator 
of active substance misuse behaviour (Haynes and Ayliffe,
1991), and that issues surrounding LOG orientation are 
important to address if the chances of a positive treatment 
outcome are to be maximised, it is important to add a note 
of methodological caution. Both Ganton et al (1988) and 
Annis and Peachey (1992) used LOG scales and the results 
from both studies were supportive of a shift to internality 
as desirable treatment outcome. In the former study. 
Rotter's LOG scale was used and in the later, the alcohol- 
specific DRIE LOG scale was used. Other studies have found 
using the DRIE LOG scale that drinking alcoholics were more 
externally orientated than recovering or abstinent 
alcoholics (Huckstadt (1987) whereas there are contrary 
findings that alcoholics are internally controlled when 
measured on Rotter's LOG scale (Hulbert et al, 1983). In 
view of this, the apparent 'closeness of fit' between the 
findings and conclusions of Ganton et al (1988) and Annis 
and Peachey (1992) may be reduced or undermined by LOG 
scale differences.
Dean and Edwards (1990) administered the Health Locus of 
Gontrol scale (HLG) to forty-seven alcoholics entered into 
a treatment programme using the rationale that the subject 
populations health would be affected by chronic alcohol 
abuse. The results revealed that the subject population 
generally expressed a greater belief that health status was
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more under their own control than under the control of 
chance or powerful other factors. Since the subjects were 
already in treatment, the finding of an internal HLC is of 
no surprise (there was no control group in this study for 
comparison with non-drinkers or actively drinking 
alcoholics). A significant finding from this study was, 
however, that those alcoholics who expressed a greater 
powerful other HLC would attempt treatment more frequently 
than those alcoholics with an internal HLC or chance/luck 
HLC. This group also maintained contact with Alcoholics 
Anonymous (A.A.) longer, sought help sooner, and began 
heavy drinking at a later age than alcoholics with an 
internal HLC or chance/luck HLC. Dean and Edwards point out 
that this finding contrasts with studies that have found 
that alcoholics with internal LOG have a greater 
involvement with A.A. (Emrick, 1987).
5.5.3 Summary of the locus of control in relation to 
alcoholism
Locus of control orientation would seem to be an important 
construct to be explored in the context of the present 
research for a number of reasons.
These are:
1. It has been established that, as an individual 
differences variable, the LOG construct has
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validity in identifying control orientation 
differences between alcoholics and controls.
2. The LOG construct is an important part of social 
learning theory, differences in control 
orientation between groups need to be accounted 
for within an interpersonal developmental 
context.
3. Important differences in LOG orientation have 
been demonstrated in non-alcoholic AGOA's 
compared to controls indicating that the 
inter-generational transmission of alcoholism may 
be influenced strongly by psychosocial factors.
4. The LOG construct has furnished compelling 
evidence as a tool to predict treatment outcome.
5. A self-serving attributional bias (conceptually 
related to internal locus of control) has been 
found to be enhanced in repressors compared to 
non-repressors (Weinberger and Gomes, 1989). This 
final point is important because a pararepression 
would conversely be expected to be associated 
with an external locus of control orientation.
5.6 The role of self-esteem
Self-esteem has been defined in a number of different ways 
however, the common meaning remains the same. Battle’s 
(1990/92) definition of self-esteem provides a succinct but 
encompassing account of the concept from one of the
318
foremost researchers of self-esteem. To quote Battle 
(1990/92, p.3): "Self-esteem refers to the perception the 
individual possesses of his or her own worth. The self 
emerges and takes shape as the child develops. The self is 
initially a vague, poorly integrated, somewhat fragmented 
phenomenon but becomes increasingly more differentiated as 
the youngster matures and interacts with significant 
others. The self, therefore, represents the culmination of 
one's inherent make up and life experiences".
Battle observed that self-esteem represented a stable 
phenomenon and was resistant to change, thereby imbuing the 
self-esteem concept with the salient features of a 
personality trait (see Mischel, 1968). Self-esteem is thus 
defined within a developmental context that emphasises the 
interaction with significant others and the importance of 
life experiences. Self-esteem represents a fundamental 
human need at all stages of the life course (Battle, 1987; 
Branden, 1969).
It has been established that self-esteem has an enduring 
influence on an individual's level of achievement, 
irrespective of acheivement domain, thier ability to adjust 
to environmental demands, and general state of emotional 
well-being (Battle, 1990). Referring back to Chapter 1 it 
is readily obvious that a conceptual link exists between 
the notion of self-esteem and the mechanism of repression,
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since the mechanism of repression is theoretically invoked 
to protect the self-concept against destructive thoughts 
and memories.
More recent work on the repressor personality as defined by 
Weinberger et al (1979) would appear to support this link 
since repressors appear to have a cognitive profile that 
would be expected to enhance self-esteem compared to non­
repressors (Sincoff, 1992).
There is general agreement amongst investigators that self­
esteem comprises a number of components (Coopersmith, 
1967). Battle (1990) describes three components to self­
esteem.
These are:
1. General self-esteem. This is that aspect of self­
esteem that refers to the individuals overall 
perceptions of their worth.
2. Social self-esteem. This refers to that component 
of self-esteem that is loaded on the individuals 
perceptions of the quality of their relationships 
with peers.
3. Personal self-esteem. This refers to that facet 
of an individuals self-esteem that is related to 
the most intimate perceptions of self-worth.
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5.6.1 Self-esteem and psychopathology
Self-esteem as a construct has been found to be an 
important factor in psychopathology. Wilson and Krane 
(1980) found that low self-esteem was implicated in the 
development of clinical depressive illness. Low self-esteem 
has further been linked to the expression of anxiety 
disorders (Ingham et al, 1986) . It has also been 
established that low self-esteem has an important role to 
play in the development of adolescent interpersonal 
problems (Kahle et al, 1980), and child abuse (Shorkey, 
1980) . Kaplan (1975) established that low self-esteem was 
a reliable predictor of a variety of deviant behaviours. 
Not surprisingly, the study of addictive behaviour and its 
possible relationship with self-esteem has not been spared. 
Brehm and Back (1968) found that low self-esteem was a 
significant predictor of drug abuse. McCord and McCord's 
(1960) landmark study demonstrated that low self-esteem was 
an important aetiological predictor of the development of 
alcoholism.
5.6.2 Self-esteem and alcoholism
Low self-esteem has often been reported in alcoholics 
including those undergoing treatment (Booth et al, 1992) . 
It has been established that alcoholics who are currently 
drinking generally have a low self-esteem (Shaw et al 
1994). Improvements in self-esteem have been noted in 
alcoholics who remain abstinent following detoxification
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and out-patient follow up, compared to admission (Corrigan, 
1980), though few studies have followed up subjects longer 
than six months.
Shaw et al (1994) examined the outcome of 54 chemically 
dependent alcoholic patients following in-patient 
detoxification at three months, and again at six months 
post-detoxification. It was found that an improvement in 
self-esteem was associated with abstinence and, in those 
that had relapsed, reduced levels of alcohol consumption.
Byers et al (1990) showed that in-patient alcoholics when 
paired with a 'helping companion' during the course of 
treatment, demonstrated significant increases in self­
esteem compared to non-paired in-patient alcoholics. Byers 
et al proposed that this increase in self-esteem is a vital 
contributor to post-treatment maintenance of abstinence.
Turnbull and Gomberg's (1990) study of a female alcoholic 
group found that low self-esteem was a distinctive feature 
of this group, and was also related to measures of negative 
perceptions of childhood.
Interestingly, most of the recent work that has examined 
self-esteem in relation to alcoholism has focused on ACOA's 
and children of alcoholics (COA). This emphasis of research 
is undoubtedly motivated by the notion of
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inter-generational transmission of alcoholism since, almost 
without exception, research papers on COA’s and ACOA's 
emphasise this point in introduction.
5.6.3 Self-esteem and children of alcoholics
Studies have almost unanimously supported the hypothesis 
that parental problem drinking has an adverse role on the 
development of the child's personality (West and Prinz, 
1987) . Woititz (1983) has suggested that because 
personality characteristics such as self-esteem are 
relatively stable from childhood into adulthood, it would 
be expected that adult children of alcoholics would be 
expected to have lower self-esteem compared to adults 
reared in non-alcoholic parental homes. The evidence is 
however, mixed.
Davis (1983) found that non-alcoholic ACOA's had lower 
levels of self-esteem compared to matched controls. An 
earlier study by O'Gorman (1975), found evidence that non­
alcoholic ACOA's were more likely to have lower self-esteem 
compared to controls though little data on the control 
group was available. Churchill et al (1990) found little 
evidence for self-esteem differences between ACOA's and 
controls. Interestingly, Churchill et al's (1990) study did 
show a relationship between low self-esteem and external 
locus of control. As an anecdotal point, this would be 
predicted by classical and contemporary repression theory.
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Clair and Genest (1987) found no differences between ACOA's 
and controls on measures of self-esteem and depression.
Studies of children of alcoholics (COA) aged under eighteen 
years have, however, been more consistent in finding that 
this group appear to have lower self-esteem than controls 
(Davis, 1983). Churchill et al (1990) suggested that the 
discrepancy between the ACOA's and COA's may be explained 
by the beginning of independence from the family, the 
adoption of alternative role models, and the experience of 
more positive situations, though no substantive evidence 
was put forward to support this idea.
5.6.4 Linking self-esteem and repression into the
inter-generational transmission of alcoholism
Schwartzberg and Schwartzberg (1990) conducted a study on 
the efficacy of short-term psychodynamic psychotherapy with 
14 ACOA's. Though the subject cohort was small, it was 
established that low self-esteem was an important issue for 
group members. It was found that on completion of the 
therapy programme, the majority of subjects experienced an 
increase in self-esteem and that this coincided with an 
increase of insight. The relationship between increases in 
self-esteem being associated with the gaining of insight is 
important since this furnishes evidence that self-esteem 
may be negatively affected in ACOA's by influences of which 
the ACOA is unaware, thus inferring a role of repressive
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processes in an individuals level of self-esteem.
Relating this to studies one and two where a distinguishing 
feature of abstinent alcoholics is a failure to repress 
effectively or a pararepression. Hurley (1990) found that 
alcoholic subjects with a history of being abused as 
children perceived alcohol as being an effective agent for 
the repression or modification of their feelings. The 
alcoholic subjects in Hurley's (1990) study further 
suggested that this repressive use of alcohol increased 
their self-esteem. This finding is consistent with the 
self-medication hypothesis of alcoholism.
Taken together, Schwartzberg and Schwartzberg's (1990) 
findings and those of Hurley (1990), may be taken as 
evidence to suggest that the failure to repress may be a, 
if not the, salient risk factor in the manifestation of 
alcoholism since the phenomenon appears to be a 
characteristic feature of alcoholics and ACOA's and appears 
to be linked to alcohol seeking behaviour and the self- 
concept .
Individual case material also supports this notion. Machell
(1990) described the case of a University professor who 
experienced a decrease in his level of self-esteem, which 
was related to inner feelings of fear and hurt that had 
been actively suppressed and repressed over a long period
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of time. The professor subsequently developed a pattern of 
alcohol abuse and alcohol dependency which Machell 
described as the "logical consequences" of the professor’s 
intra-psychic conflict. In this context, Machell described 
the use of alcohol as a "psychic pain anaesthetic".
McGaha's (1993) review of research on individuals brought 
up in alcoholic homes suggested that COA's were 
characterised by low self-esteem and that this was related 
to substantial suppression of anger. The result of such 
substantial suppression was the expression of a variety of 
'acting out' behaviours which often brought individuals 
into contact with the criminal justice system. It is worth 
recalling from Chapter 1 that Freud used the terms 
suppression and repression interchangeably. However, in the 
context of McGaha's review, the description of suppression 
accompanied by acting out behaviour is more typical of a 
repression since the subjects appear to be unaware of their 
suppression action. Being an unconscious suppression 
suggests that the context in which the term suppression was 
used may be more readily exchanged for the term repression.
Examining the role of co-dependence in COA's, Uhle (1994) 
found that low self-esteem is an intrinsic factor in the 
alcoholic family system. Explicitly, the evolutionary 
features that cause the low self-esteem within the family 
structure in COA's are by mechanisms of the "oppression of
326
inner life, including feelings, observations and 
reactions". This leads to difficulties with the giving and 
acceptance of love. It is clear that the term 
"oppression", in this context, serves as a metaphor for 
repressive processes.
5.6.5 Summary of self-esteem in relation to alcoholism
There is overwhelming evidence that individuals with 
alcohol dependency generally have lower levels of self­
esteem compared to controls. There is equivocal evidence 
that ACOA's have a lower self-esteem compared to controls. 
The evidence available supports the position that COA's 
have lower self-esteem compared to controls.
Self-esteem undeniably has a role in psychopathology in 
both a contributory and aetiological context. The concept 
of self-esteem is strongly rooted in developmental 
processes implicating significant others and significant 
life events. In this sense, self-esteem is an 
environmental, nurture concept.
Rolls (1995) has suggested that recovery from alcoholism is 
best achieved within a family therapy context using a 
family systems approach. According to family systems 
theory, the manifestation of alcoholism by a family member 
is a symptom of the family, with issues of self-esteem 
being an important area to be addressed within the
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therapeutic milieu. Recent evidence and classical theory 
supports the notion that repression serves to protect the 
self-concept against anxiety. Further, recent evidence 
suggests that possession of a repressor personality may 
enhance self-esteem (Sincoff, 1992) . It has been found in 
studies one and two that alcoholics fail to repress and do 
so in a characteristic way which has been termed 
pararepression.
The evidence reviewed suggests that there is a link between 
self-esteem, the mechanism of repression and the aetiology 
of alcoholism. Within the context of this thesis the 
important question to be addressed is this; Is there an 
association between self-esteem, group affiliation/heredity 
and retrieval processes ? Should such an association be 
found, what are the consequences for a developmental model 
of alcoholism ?
5.7 Attachment and bonding
An important fundamental feature of the function of 
attachment is that it remains unchanged from childhood into 
adulthood, the function being to maintain proximity to a 
preferred other in the expectation of finding security 
(Sheldon and West, 1989). Therefore, early attachment 
experiences would be expected to be salient determinants of 
adult relationship formation and adaption.
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Though much has been written on the role of attachment and 
bonding in the development of psychopathology (Bowlby, 
1969, 1977), there has been little empirical investigation 
into the early attachment and bonding experiences of 
alcoholics (Brown, 1991) . This is a crucial area of 
research since the development of ego defenses emphasises 
the role of parent-child interaction in the formation of 
both healthy, adaptive relationships and, adaptive mental 
defense formation. This point is equally valid in relation 
to the self-medication hypothesis of addiction, essentially 
dysfunctional early parental-child interactions inhibit the 
development of functional and appropriate mental defense 
mechanisms. The theoretical consequence of such inhibited 
mental defense formation is the experience of impoverished 
relationships including issues of interpersonal relatedness 
and, in some circumstances, substance misuse problems and 
alcoholism.
Myers (1995) , found that repressors could be differentiated 
from non-repressors on a measure of parental bonding. Myers 
(1995) study has emphasised the importance of the quality 
of bonding and attachment behaviour in the manifestation of 
repression.
It is interesting to comment on the relative absence of 
research into the early experiences of ACOA’s and C OA’s. 
Those researchers that have conducted studies (Bosma, 1972;
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stone, 1977) have been prominent in emphasising the 
importance of a family history of alcoholism as a 
psychosocial risk factor in the manifestation of future 
alcoholism. Stark (1987) passionately described COA's and 
ACOA's as the "forgotten victims" suggesting that being 
brought up with an alcoholic parent results in special 
difficulties that are not accommodated by contemporary 
approaches to the problem of alcoholism. This is an 
especially pertinent point since much has been made about 
the uniqueness of being brought up in an alcoholic family 
environment resulting in unique psychological damage to 
ACOA's (Black, 1982).
Rhodes and Blackham (1987) found that children of 
alcoholics often take on an "acting out" role in order to 
attempt to manage inconsistencies within the family group.
In contrast to the position of Black (1982), Jacob et al
(1991) found little difference in the parent-child 
interactions in families with alcoholic and non-alcoholic 
fathers. Benson and Heller (1987) on the other hand, found 
that daughters of alcoholic fathers recalled greater 
inconsistencies from both parents of perceived love, and 
recalled more parental conflict than daughters of non­
alcoholic fathers.
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Evidence that parental bonding may be an important 
predictor of the development of substance misuse and 
alcoholism has been inferred from the results of studies of 
the survivors of child sexual and physical abuse. Mullen et 
al (1993), found that both child abuse and a lack of 
parental bonding as measured by the parental bonding 
instrument (Parker et al, 1979), contributed to the 
development of a substance misuse problems including 
alcoholism. Interestingly, while the study of sexual abuse 
is currently topical in relation to psychopathology (e.g. 
Beitchman et al, 1992), as stated earlier, there has been 
little research to examine the quality of early parent- 
child interactions in relation to the pathogenesis of 
alcoholism.
This is of particular concern since, as suggested by Mullen 
et al (1993, p.721) "Sexual abuse could be a marker for 
other factors which carry the real weight of causality, or 
share with adult psychopathology a common origin in a 
disrupted and disorganised childhood" (My italics). This 
view certainly concords with a psychodynamic model of 
mental defense development and psychopathology, and is 
consistent with the self-medication hypothesis. The 
importance of childhood events in this model is also 
consistent with the recall phenomena encountered in the 
experiments described in this thesis thus far, essentially 
superior access to negative autobiographical memories on a
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number of measures of recall is assicated with 
psychopathology.
The role of bonding is important in understanding 
inconsistencies in genetic explanations of alcoholism and 
psychopathology generally. For instance, it is readily 
accepted and established that a major predictor of 
parenting ability is the quality of parenting that was 
received as a child (Simons et al, 1991; Van Ijzendoorn, 
1992) . It has been found that children of mothers who drink 
excessively are significantly less attached compared to 
children of non-heavy drinking mothers (O’Connor et al, 
1987) . As well as being at increased risk of childhood and 
sexual abuse, COA’s are also at increased risk of 
experiencing more rejection, feelings of loss, and 
impoverished love (Jacob et al, 1991; West and Prinz, 
1987).
Using a psychoanalytic object relations model, Hardwick et 
al (1995), used quantitative measures to ascertain 
predicted differences in ACOA’s in attachment compared to 
controls. The results confirmed that ACOA’s were 
significantly less secure on measures of attachment 
compared to controls and were also perceived significantly 
less paternal and maternal care giving than controls. 
Hardwick et al also found that ACOA’s had a similar 
attachment profile to a matched group of children from
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dysfunctional families i.e., impoverished compared to 
controls. This finding has been corroborated by Hadley et 
al (1993), who found that ACOA’s did not differ from adults 
from dysfunctional families. The typology of dysfunction in 
both groups was characterised by internalised shame, object 
relations deficits, and emotional problems. Taken together, 
both Hardwick et a l ’s (1995), and Hadley et a l ’s (1993) 
studies suggest that attachment behaviour and later 
attachment related psychopathology are rooted in family 
dynamic inconsistencies irrespective of whether the family 
label is dysfunctional or alcoholic. This evidence suggests 
strongly that psychodynamically, growing up in an alcoholic 
family is analogous to growing up in a dysfunctional 
family. Hadley et al (1993) further suggested from the 
evidence of their study that clinical interventions based 
on object relations (neo-psychoanalytic) and contemporary 
attachment theories, may have particular efficacy with 
adult children of dysfunctional families irrespective of 
the actual features of dysfunction (e.g. physical abuse, 
alcoholism, etc).
Cavell et a l ’s (1993) comprehensive study of COA’s found 
that though paternal alcoholism was associated with 
impaired attachment in COA’s compared to controls, paternal 
alcoholism was not associated with psychiatric symptomology 
or interpersonal difficulties in COA’s. Indeed, this study 
suggests that impaired attachment may be a more subtle and
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sensitive indicator of later psychopathology, including 
alcoholism, than linkage through paternal alcoholism per 
se. Robinson (1990) , while conforming to a disease model of 
alcoholism, has suggested that insecure attachment 
behaviours can be a useful diagnostic measure to 
identifying children of alcoholics of pre-school age. 
Robinson suggested that measures of attachment and 
interpersonal competence could be used to aid early 
identification of COA’s and where appropriate, such early 
identification could facilitate primary interventions to 
"disrupt the disease cycle" (Robinson, 1990, p.65).
Johnson and Pandina (1991) used a large subject population 
(N=l,380) of adolescents aged between 12 to 18 years. 
Subjects were classified into three groups. These were (1) 
COA’s, (2) family history of heavy drinking and, (3) 
symptom free family history. The COA group had 
significantly lower levels of attachment to their parents 
than either the symptom free or the family history of heavy 
drinking groups. Furthermore, the COA’s had the greatest 
levels of stress compared to the other groups which was 
interpreted as being due to impaired interpersonal 
competence, on measures of which, the COA’s scored lowest.
This evidence would suggest that an impoverishment of 
bonding and emotional experience could be transmitted 
inter-generationally as a manifestation of family dynamic
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influences. However, if the subtle environmental features 
of family function and interpersonal relatedness such as 
bonding are not elucidated, these important environmental 
determinants of pathology could be ignored and the elevated 
risk factor associated with being an COA explained by 
genetic transmission and interpreted within a medical model 
of disease.
This position is supported by evidence from longitudinal 
studies which demonstrate that the experience of positive 
family relationships had significant protective value 
against the hypothesised negative effects of a family 
history of alcoholism (Hill et al, 1992). Bensley et al's 
(1994), study of adolescent mothers who were COA’s 
demonstrated that compared to non-COA matched controls, 
COA’s reported feeling more rejection compared to love from 
the alcoholic parent. It was further found that these 
experiences of rejection did not relate to the C OA’s own 
parenting ability scores. This finding provides some modest 
support for Hill et al ’s (1992) interpretation of their 
findings, essentially the quality of child-parent 
interaction may guard against the speculated deleterious 
effects of a family history of alcoholism.
It is clear that COA’s experience relationship difficulties 
that relate to indices of bonding/attachment. It is 
possible that these indices are a crucial variable in the
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inter-generational transmission of alcoholism. Indeed, 
Brennan et al (1991), emphasise the need to understand the 
special relationship difficulties of COA’s within an 
bonding/attachment context.
5.7.1 Summary of bonding and attachment
Since it is clear that inconsistencies in 
bonding/attachment behaviour have a role to play in the 
family dynamics of COA’s, and that these inconsistencies 
are similar to those of children from dysfunctional 
families, it is not possible to dismiss the possibility 
that bonding/attachment experience may have an important 
effect in the inter-generational transmission of alcohol 
problems. Indeed, the evidence reviewed would suggest that 
this may be a distinct possibility.
It has been further established that bonding and attachment 
may influence the expression and development of repressive 
defense both as a state and as an individual-differences 
concept. There is also recent evidence to suggest that 
COA’s use cognitive restructuring to distort their self- 
concept in order to maximise attachment to powerful others 
(Jacobs, 1991). The possibility therefore exists that the 
pararepressive phenomena observed in experiments one and 
two may be accountable by distortions in cognitive 
processing that are a function of family dynamics and 
attachment experience, if a tendency to fail to repress or
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pararepression is observed in non-alcoholic ACOA's and, 
alcoholics and non-alcoholic ACOA's exhibit a similar 
attachment profile.
5.8 Summary of psychosocial measures
Evidence suggests that locus of control, self-esteem and 
bonding/attachment are important constructs in the 
manifestation of alcoholism. The locus of control construct 
has identified differences in control orientation between 
alcoholics and non-alcoholic controls. There is also some 
evidence to suggest that COA's and ACOA's have a locus of 
control orientation that differs from that of controls. 
Rooted in social learning theory, there is clear evidence 
to suggest that control orientation may be 
inter-generationally transmitted and that the locus of 
control construct may be an important individual- 
differences variable in the pathogenesis of alcoholism.
While the majority of recent research examining the self­
esteem construct in relation to alcoholism has focused on 
COA's and ACOA's, there is compelling evidence that 
alcoholics have lower levels of self-esteem compared to 
controls. Data from studies of self-esteem have provided 
strong evidence that COA's and ACOA's have lower levels of 
self-esteem compared to controls. This evidence suggests 
that low self-esteem may be transmitted 
inter-generationally, as a family dynamic artifact. It has
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been suggested that low self-esteem may be an important 
contributor to the development of alcoholism.
Significant differences in bonding/attachment behaviour 
have been noted between ACOA's and COA's compared to 
controls. Evidence suggests that insecure attachment is an 
important predictor of psychopathology, including 
alcoholism. Indeed, it would seem that COA's and ACOA's 
have a bonding/attachment profile similar to the non­
alcoholic individuals from dysfunctional families. This has 
raised the issue that insecure bonding/attachment may be an 
influential variable in the pathogenesis of alcoholism and 
that insecure bonding/attachment, and consequently 
alcoholism, may be transmitted inter-generationally as a 
function of family dynamics.
In terms of psychosocial approaches to understanding the 
development of alcoholism, self-esteem and 
bonding/attachment behaviour appear to be theoretically 
related. Both self-esteem and bonding/attachment emphasise 
the importance of family systems in the formation of these 
constructs and the ability to form healthy and adaptive 
relationships. The evidence reviewed suggests that the 
mental defense of repression is associated with self-esteem 
and bonding/attachment behaviour and that inconsistencies 
in this inter-related triad of constructs can lead to the 
manifestation of alcoholism. Issues of low self-esteem and
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insecure bonding/attachment would appear to be consistent 
with the self-medication hypothesis of alcoholism.
In summary, locus of control, self-esteem, and 
bonding/attachment behaviour would appear to have an 
association with alcoholism at the level of the alcoholic 
and/or the level of the COA or ACOA. There is evidence that 
all three constructs as indicators of pathology of 
alcoholism or potential alcoholism, may be 
inter-generationally transmitted as a function of family 
dynamics. Self-esteem and bonding/attachment behaviour in 
particular, appear to be associated with the mechanism of 
repression and in the case of alcoholism, a failure to 
repress.
5.9 Prelude to experiment five
The role of pre-dispositional factors in the aetiology of 
alcoholism have been discussed. The findings from genetic 
studies appear to support the notion of a small, but 
significant contribution to alcoholic aetiology. There is 
also ample evidence that key psychosocial constructs that 
are associated with the mechanism of repression may be 
inter-generationally transmitted. The possibility that 
these important psychosocial constructs may be salient to 
the pararepression phenomena observed in experiments one 
and two will be explored.
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Studies one and two demonstrated that abstinent alcoholic 
subjects appear to fail to repress negative 
autobiographical memories. They appear to do this in a 
characteristic fashion that is distinguishable from 
repression failure. The findings do not appear to be due to 
residual cognitive deficit. It has been suggested that a 
new term, 'pararepression' be used to describe these 
findings since the term implies repressive processes are 
involved. However, these repressive processes apear to be 
modulated in a novel way that is identifiable with 
pathology. Experiments three and four have provided some 
evidence that the repressive process may be modifed by 
ethanol ingestion and importantly, influenced by 
consumption within normal weekly limits. This has provided 
support for the notion that the self-medication hypothesis 
may be tentatively extended to non-alcoholic social 
drinkers.
340
5.10 Experiment Five
An important question to be addressed is what does a 
pararepression represent ? Do individuals who are alcoholic 
or prone to alcoholism exhibit a pararepression as a result 
of psychological and/or sociological factors or, is the 
route of pararepression expression neurological, being 
hard-wired in the brain as an individual difference at the 
biological, possibly genetic level ? The following study 
seeks to address this question by examining the expression 
of repressive and pararepressive phenomena in adult 
children of alcoholics. Since it has been established that 
ACOA’s are at increased risk of developing problem drinking 
behaviour, and that many studies suggest that ACOA’s are at 
increased risk because of inherited pre-dispositional 
factors, a study of ACOA’s will be of importance in 
establishing the relative contribution of pre-dispositional 
factors in repressive and pararepressive responding, and if 
such factors can be linked to aetiology. The research 
question in this study is three fold. Firstly, do non­
alcoholic ACOA’s exhibit a failure to repress or 
pararepression similar to abstinent alcoholics? Secondly, 
if ACOA’s fail to repress, what are the implications 
regarding the inter-generational transmission of alcohol 
problems ? Thirdly, what is the relative contribution of 
psychosocial constructs to the process of repression and 
the failure to repress ?
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5.11 Method
5.11.1 Design
The experiment had a mixed design. The independent 
variables were (1) group type, whether subjects were in the 
control group, a problem drinking group, or were non­
problem drinking adult children of alcoholics. In the free 
recall condition recollections were coded as being either 
positive or negative in content. In the cued recall 
condition a second independent variable, emotional recall 
cue was introduced. The emotional cue words were happy, 
interested, safe, successful, surprised, angry, clumsy, 
fear, hurt, lonely, sad and sorry. In summary, a 3 x 12 
design with repeated measures on the recall cue condition. 
A third independent variable, time, emotional intensity at 
time of experience and at recall, will be used in examining 
dependent variable 4, this being analyzed in a 3 x 2 x 12 
design with repeated measures on the last two factors. The 
dependent variables were (1) number of memories recalled, 
(2) age of earliest memory, (3) time in seconds to recall 
first memory and (4) intensity of emotion associated with 
earliest memory. Locus of control, self-esteem and parental 
bonding/attachment will also be measured as dependent 
variables of the group classification of subjects described 
above.
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It is predicted that:
1. The alcoholic group will be faster to retrieve 
negative memories compared to the control group.
2. The alcoholic group will recall more negative 
memories compared to the control group (see 
modification to procedure and rationale).
3. The alcoholic group will be younger for age of 
earliest negative memory retrieved compared to 
the control group.
4. The alcoholic group will experience recalled 
negative memories as being relatively more 
intense than control subjects.
5. Concerning ACOA's, the null hypotheses will be 
tested that ACOA's will not differ from control 
subjects on the dependent variables measured in 
hypotheses one to four.
6. ACOA's will have a more external locus of control 
orientation than control subjects.
7. ACOA's will have lower self-esteem than controls.
8. ACOA's will show a more insecure 
bonding/attachment profile than controls.
9. The null hypothesis will be tested that abstinent 
alcoholic subjects will not differ from control 
subjects on measures of locus of control, self­
esteem and bonding/attachment profile.
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10. In addition to the above hypotheses testing, this 
study will seek to establish the possible 
contribution of locus of control, self-esteem and 
bonding/attachment profile to the processes 
involved in the retrieval of childhood memories 
in the context of the phenomenon of repression 
and pararepression and group category.
A general mood assessment scale (Appendix XVI), the Locus 
of Control of Behaviour (LCB) scale (Craig et al, 1984, 
Appendix XVIII), the Culture Free Self-Esteem (CFSE) 
questionnaire (Battle, 1992, Appendix XIX), the Parental 
Bonding Instrument (FBI, Parker et al, 1979, Appendix XX), 
and Beck's depression inventory (BDI, Beck et al, 
1961/1987, Appendix XXI) were also administered to the 
subjects, as were the BMAS and MCSD, prior to the 
experiment. Note: The BMAS and MCSD were administered for 
reasons of experimental prudence rather than hypotheses 
testing since this experiment is focusing specifically on 
the failure to repress or pararepression phenomenon 
observed in alcoholic subjects in experiments one and two.
5.11.2 The locus of control of behaviour instrument
It was observed in section 5.5.2 that a number of measures 
of locus of control have been developed. It is, however, 
desirable that an instrument that measures locus of control 
should have both discriminatory power in terms of
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individual differences, and should also be clinically 
relevant in relation to psychopathology. The instrument 
should provide insights into behavioural characteristics 
that are associated with control orientation, since 
behavioral characteristics may be more readily interpreted 
in the context of the individuals interactions with the 
environment and interpersonal relations.
Ideally, such an instrument should also have greater 
clinical relevance in predictive power of treatment 
efficacy than previous measures such as the Rotter I-E LOG 
scale.
The locus of control of behaviour measure (LCB) (Craig et 
al, 1984) was devised as a means of determining control 
orientation prior to and after therapy and has proved to be 
a more effective predictor of relapse than the Rotter I-E 
LOG scale. It has proved reliable in distinguishing 
subjects with clinical disorder from controls. It has also 
been found to have acceptable test-retest reliability and 
adequate internal validity (Craig et al, 1984). The LCB 
scale consists of 17 items that are marked on a Likert-like 
six point scale. Importantly, the initial validation study 
of the LCB demonstrated that it was independent of age, 
gender and social desirability variables. The LCB 
discriminated patients with clinical anxiety disorder from 
controls. Patients who achieved treatment objectives dnd
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did not relapse demonstrated a significant shift toward an 
internal LCB compared to patients who relapsed. The LCB 
scale appears to satisfy a criteria of clinical diversity 
in that patients who were being treated for stuttering 
treatment outcome was also predictable from LCB scores.
The LCB is highly correlated with the personal dimension of 
Rotter's I-E LOC, as isolated by Mirels (1970), 
demonstrating that the LCB is conceptually related to this 
aspect of LOC which is specifically related to the 
perception of control in relation to one's own behaviour. 
Evidence suggests that this is the critical area of LOC 
that is involved in psychopathology (Nassi and Abramowitz, 
1980).
5.11.2.1 The Battle culture-free self-esteem inventory
The Battle culture-free self-esteem inventory (CFSE) 
(Battle, 1981, 1992) has been widely used both for research 
purposes, and as a clinical tool (Battle, 1977a; 1977b; 
1977c; 1980) . The CFSE has proved reliable in
distinguishing clinical subjects with a range of 
psychiatric illnesses including depression and anxiety from 
control subjects (Battle, 1980). Battle et al (1979) 
demonstrated that the CFSE was also reliable in 
distinguishing patients with brain dysfunction from 
controls. The CFSE has been proved to be internally valid 
(alpha=0.78) and has high test-retest reliability
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(alpha=0.81) (Battle, 1992).
The CFSE comprises 4 0 statements to which the respondent is 
requested to agree or disagree under a forced choice 
paradigm. The items in the instrument are divided into two 
groups, these being those that indicate high self-esteem 
and those that indicate low self-esteem. The items are 
divided into three sub-tests measuring general, 
social/peer, and personal self-esteem. Scores on these 
items are also totalled to give a global self-esteem 
scores. A lie test of eight items is included in the scale 
and is designed to measure defensiveness (Battle, 1992) .
5.11.2.2 The parental bonding instrument
The parental bonding instrument (FBI, Parker et al, 1979) 
was designed to measure two principle variables which have 
been identified as being important in child-parent 
bonding/attachment behaviour (Raskin et al, 1971; Roe and 
Siegelman, 1963; Schaefer, 1965). The first variable 
relates to the dimension of care. The second relates to the 
dimension of control over the child. Attempting to more 
readily define these two variables Parker and colleagues 
compiled an instrument using items that "suggested parental 
behaviours and attitudes of care, affection, sensitivity, 
cooperation, accessibility, indifference, strictness, 
punitiveness, rejection, interference, control, 
overprotection, and encouragement of autonomy and
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independence which were generated from clinical notes and 
from the literature" Parker et al (1979, p.2).
Using a revised 99 item schedule, the researchers used 
factor analytic techniques to isolate two factors. The 
first factor was strongly bi-polar and suggested a
d i m e n s i o n  of ' c a r e / i n v o l v e m e n t  v e r s u s  
indifference/rejection'. This first factor accounted for 
52% of the variance. The second factor suggested a
dimension of 'control/overprotection/intrusion versus 
encouragement of independence'. This second factor 
accounted for 29% of the variance. Items which did not 
contribute to the major factors were excluded from the 
inventory leaving a total of 48 items. Following a
validation study and a further factor analysis of the 48 
items, the final scales of the PBI were isolated. These 
consisted of 25 items comprising 12 'care' items and 13 
'overprotection' items. The PBI has acceptable internal
validity and test-retest reliability (Parker et al, 1979; 
Parker, 1983) .
The PBI has been widely used to examine issues of 
psychopathology relevant to bonding/attachment issues 
(Mullen et al, 1993) . Taken together, the two scales allow 
four types of bonding/attachment to be identified. These 
are; high care-low overprotection, low care-low 
overprotection, high care-high overprotection and low care-
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high overprotection. The intersection of the two scales and 
the four types of bonding are reproduced in Figure 5.1, 
p.350, for the purposes of clarity.
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High
overprotection
’Affectionless control' 'Affectionate constraint'
Low care
'Absent or weak bonding'
High care
'Optimal bonding'
Low
overprotection
Figure 5.1 The intersection of the two dimensions of the PBI 
demonstrating the conceptualised parental bonding possibilities 
(adapted from Parker et al, 1979).
350
5.11.3 Subjects
74 male native English speaking subjects took part in the 
experiment. Subjects in the alcoholic group (N=25) were 
members and regular attenders of Alcoholics Anonymous 
(A.A.). Subjects in the alcoholic group were required to be 
currently abstinent of alcohol. An exclusion criterion in 
the selection of subjects for the alcoholic group was (a) 
self-report of alcohol related memory difficulties and/or 
(b) a diagnosis of Wernicke's encephalopathy or Korsakoff's 
psychosis. Subjects in the ACOA group (N=26) were required 
to have at least one parent with a history of alcoholism. 
The criteria for a history of parental alcoholism was the 
presence of at least one of the following (1) Parental 
history of in-patient detoxification from alcohol in a 
specialised alcohol dependency unit, (2) Retrospective 
report of DSM-IV criteria for parental alcohol dependency 
following interview by clinician of ACOA (Colin Martin)^, 
and (3), parent was currently receiving specialised 
counselling for alcohol abuse/dependency. Subjects in the 
control condition (N=23), were group age and social class 
matched to the alcoholic group. Alcoholic subjects were 
deemed suitable for inclusion on the basis of satisfying 
retrospectively, the criteria for a past diagnosis of 
alcohol dependence as specified by DSM-IV following a short 
interview with an experienced clinician specialising in
^The clinical interview schedule (Appendix I) was used as 
the instrument to assess parental chemical dependency based 
on the responses of the ACOA subject.
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substance misuse (Colin Martin). Exclusion criteria for 
subjects in the control group and the ACOA group are (a) 
self-report of any history of problem drinking and (b) a 
weekly consumption of alcohol in excess of 30 units. None 
of the alcoholic subjects had participated in any of the 
earlier experiments. A small number of the ACOA subjects 
were the offspring of patients being seen by the 
experimenter for alcohol counselling in the National Health 
Service (NHS). The remaining ACOA subjects were the 
offspring of members of A.A. who satisfied criteria 1 or 2 
above. None of the ACOA parents who were A.A. members 
participated in this experiment. Though alcoholic subjects 
were slightly older^ (Mean=31.20, sd=5.30) than control
(Mean=28.47, sd=4.05) and ACOA subjects (Mean=28.38,
sd=6.01), a one-way ANOVA revealed that there was no 
statistically significant difference between groups in 
terms of age, F (2,7J)=2.34, p=n/s.
;
5.11.4 Procedure
The procedure used was almost identical to that of 
experiment two and is reported Chapter 3. One modification 
was made to the procedure however. The time given for 
retrieval of memories was extended ..from one minute to two 
minutes. This modification was introduced since the finding
^It should be noted that alcoholic subjects were recruited 
after the ACOA subjects in this particular study in order 
that group age matching could be accomplished. The alcoholic 
subjects in this study are, accordingly, younger than those 
who participated in the studies presented in Chapter 3.
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of no group difference in the number of memories retrieved 
in experiment two may have been due to the retrieval period 
being too short and thus masking any group differences that 
do exist. Unlike experiment two no psychometric tests were 
carried out since experiment two indicated that alcoholic 
subjects did not differ from controls on psychometric 
measures indicating that the initial screening procedure 
was adequate.
5.11.5 Subject characteristics
A one-way ANOVA was conducted on BDI scores and revealed 
that there was no significant group differences on this 
index, F(2,7J)<1, p=n/s. Alcoholic subjects mean score on 
the BDI was slightly, but not significantly, higher 
(Mean=6.56, sd=5.24) than the control group (Mean=5.87,
sd=5.15) and the ACOA group (Mean=5.50, sd=4.88).
Examination of BMAS scores revealed no significant group 
differences F (2, 7,1) =1.28, p=n/s. Examination of group means 
for BMAS scores revealed that the control group (Mean=7.74, 
sd=4.45) scored lower on this measure than both the 
alcoholic group (Mean=8.92, sd=3.59) and the ACOA group
(Mean=9.50, sd=3.65). No significant group difference was 
observed on the MCSD measure, F(Z,71)=0.11, p=n/s, though, 
once again, the control group had the lowest mean score 
(Mean=12.96, sd=5.35) compared to the alcoholic
(Mean=13.64, sd=5.06) and ACOA group (Mean=13.42, sd=4.91). 
A Cramer’s V analysis was conducted on subjects social
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class category and group category and no difference was 
found, Cramer's V=0.27 9, p=n/s, indicating that groups were 
matched on this socio-demographic variable. The 
distribution of subjects by social class and group category 
is shown in Table 5.1.
Group SC 1 SC 2 SC 3N SC 3M SC 4 SC 5
Control 2 6 7 6 1 1
Alcoholic 4 3 9 7 1 1
ACOA 2 8 5 7 3 1
class (SC).
The BMAS and MCSD scores are shown in Table 5.2. It can be 
seen that the control group had the lowest BMAS and MCSD 
scores compared to the alcoholic and ACOA groups. One-way 
ANOVA's were conducted on the scores and revealed that 
there was no significant group differences on either BMAS 
scores, F (2,71)=1.28, p=n/s, or the MCSD scores, 
F(2,71)=0.11, p=n/s.
Group type BMAS score MCSD score
Control
Alcoholic
ACOA
7.74 (4.45) 
8.92 (3.59) 
9.50 (3.65)
12.96 (5.35) 
13.64 (5.06) 
13.42 (4.91)
Table 5.2 BMAS and MCSD scores by group type.
A mean split was conducted on the control group scores, 
this being an acceptable method of splitting since mean 
scores and median scores were similar for the control 
group. On the basis of the control group mean split
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subjects were categorised by coping style using the same 
criteria used in experiment one. The distribution of 
subjects by coping style classification is shown in Table 
5.3. The distribution of subjects shows that there are 
fewer repressors in the alcoholic and ACOA groups compared 
to controls and there are far more defensive high anxious 
alcoholic and ACOA subjects than control defensive high 
anxious subjects. A Cramer's V analysis was conducted, 
Cramer's V=0.211, p=n/s, but this was not statistically 
significant. The mean length of alcohol problem among the 
alcoholic group was 74 months (sd=4 9.75), the mean length 
of abstinence was 22 months (sd=19.25).
Group type Coping style
Group type Low
anxious
High
anxious
Repressor Defensive 
high anxious
Control 6 6 6 5
Alcoholic 3 6 4 12
ACOA 4 5 3 14
and cognitive coping style based on mean split of control 
subject BMAS and MCSD scores.
5.11.6 Results
Initial mood ratings
A multivariate analysis of variance (MANOVA) was performed 
on the initial mood measures. No significant group 
difference was evident, Hotellings=0.192, approx F=0.672, 
p=n/s.
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Free recall
Age of earliest memory retrieved
The age of earliest memory retrieved data was subjected to 
a 3 (group type) x 2 (affect type; positive or negative) 
two-way ANOVA with repeated measures on the last factor. 
The mean scores and standard deviations are presented in 
Table 5.4. No main effects of group, F (2,71)=0.82, p=n/s, 
or emotion type, F (1, 71)=0.83, p=n/s were observed. There 
was no evidence of an interaction between group and affect 
type, F (2, 71)=1.07, p=n/s.
Group type
Memory type Control Alcoholic ACOA
Positive 5.61 (1.59) 5.04 (1.70) 4.81 (1.27)
Negative 4.96 (1.55) 4.92 (1.44) 4.96 (1.37)
Table 5.4 Age of earliest memory retrieved as a function of
parentheses).
Number of memories retrieved
The number of memories retrieved data was subjected to a 3 
(group type) x 2 (affect type; positive or negative) two- 
way ANOVA with repeated measures on the last factor. The 
mean scores and standard deviations are presented in Table
5.5, p. 357. No main effect of group type was observed, 
F (2,71)=0.33, p=n/s. A highly significant main effect of 
affect type was observed however, F (1,71)=15.89, p<0.001 
with positive memories being recalled in greater numbers 
than negative childhood memories. No significant
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interaction was noted between group type and affect type, 
F(2,71)=1.79, p=n/s.
Group type
Memory type Control Alcoholic ACOA
Positive 5.61 (1.59) 5.04 (1.70) 4.81 (1.27)
Negative 4.96 (1.55) 4.92 (1.44) 4.96 (1.37)
Table 5.5 Number of memories retrieved as a function of 
group type and affect type (standard deviations in 
parentheses).
Cued recall
The mean scores and standard deviations for the age of 
earliest cued memory recalled, the number of cued memories 
recalled and the latency to retrieve first cued memory are 
shown in Table 5.6, p.361. To increase clarity, the cue 
types have been condensed into positive or negative types 
(averaged across cue types).
Age of earliest memory retrieved
The age of earliest memory retrieved data was subjected to 
a 3 (group type) x 12 (emotion cue type) two-way ANOVA with 
repeated measures on the last factor. No main effect of 
group type was observed, F (2,71)=0.34, p=n/s. A highly
significant effect of cue type was obs erved, F(ll,71)=7.76,
p<0.001, reflecting the general finding that positive 
memories were recalled as occurring at a younger age than 
negative memories. A significant group type by cue type
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interaction was observed, F (22,781)=1.55, p=0.05,
reflecting the finding that the alcoholic group and the 
ACOA group were younger for age of earliest memory when the 
cue type was negative (see Figure 5.2, p.360). However, a 
Mauchly sphericity test, W=0.221, chi-square=101.22, df=65, 
p<0.01 was conducted and found to be significant suggesting 
the possibility that the parametric assumptions underlying 
the ANOVA may have been violated.
In order to counter this possibility, a Greenhouse-Geisser 
epsilon correction was performed with modified degrees of 
freedom. Following this procedure the interaction between 
group type and cue type became marginal, F (17 . 39, 781) =1. 55, 
p=0.072. The non-parametric Kruskal-Wallis procedure was 
used to examine group differences as a function of negative 
cue type. It was found that in the sorry cue condition, a 
highly significant group difference was observed, chi- 
square=ll.457, df=2, p=0.004. Since this group difference 
was so highly significant, a confirmatory one-way ANOVA was 
performed on the sorry cue variable with a highly 
significant main effect of group emerging, F (2,71)=6.77, 
p<0.005. Posteriori analysis was performed using Fisher's 
least significant differences (LSD) procedure and it was 
observed that the ACOA group (Mean=5.31) were significantly 
younger than both the alcoholic group (Mean=6.68) and the 
control group (Mean=6.09) for age of earliest sorry cued 
memory. Though a one-way ANOVA revealed a significant group
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difference under the fear condition F (2,71)=3.26, p<0.05 
with post-hoc LSD analysis showing that both the ACOA group 
(Mean=4.92) and the alcoholic group (Mean=4.88) were 
significantly younger compared to the control group 
(Mean=5.82) for age of earliest fear cued memory, this 
finding may be subject to the violation of the assumptions 
underlying parametric tests since, no significant 
differences were observed between groups when fear cued 
memories were analysed using the non-parametric Kruskal- 
Wallis procedure chi-square=4.92, df=2, p=n/s. This result 
will therefore, not be commented on further. No group 
differences were found on analysis of the remaining 
negatively cued dependent variables.
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Group type
Variable Control Alcoholic ACOA
Age of earliest 
positive memory
5.87 (0.73) 6.08 (0.58) 6.04 (0.66)
Age of earliest 
negative memory
5.94 (0.59) 5.84 (0.79) 5.69 (0.51)
Number of
positive
memories
7.33 (1.02) 7.16 (0.57) 7.14 (0.60)
Number of
negative
memories
5.47 (0.60) 6.60 (0.51) 6.73 (0.49)
Latency to 
retrieve first 
positive memory
8.51 (4.20) 8.65 (4.26) 8.91 (3.63)
Latency to 
retrieve first 
negative 
memory
10.70 (3.48) 9.18 (3.92) 8.71 (3.75)
retrieved, and latency to retrieve first memory as a 
function of group type and emotion cue type.
Number of memories retrieved
The number of memories retrieved data was subjected to a 
3 (group type) x 1 2 (emotion cue type) ANOVA with repeated 
measures on the emotion cue factor. A highly significant 
main effect of group type was observed, F (2,71)=12.69, 
p<0.001 with the control group recalling fewer memories 
(Mean=6.40) compared to the alcoholic group (Mean=6.88) and 
the ACOA group (Mean=6.93). A highly significant effect of 
emotion cue type was observed, F (11,781)=10.98, p<0.001, 
with fewer memories being recalled under the negative 
cueing conditions (Mean=6.29) compared to the positive 
cueing conditions (Mean=7.20). However, the above main 
effects have to be interpreted with caution since a highly
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significant interaction was observed between group type and 
cue type, F (22,781)=3.01, p<0.001. Figure 5.3, p.363, shows 
the mean scores for each emotion cue as a function of group 
type. The interaction can be interpreted as such, the 
control group, generally, recalled more memories 
(Mean=7.33) than either the alcoholic group (Mean=7.16) or 
the ACOA group (Mean=7.14) under the positive emotion 
cueing condition. However, under the negative cueing 
condition, this pattern was reversed with the control group 
recalling fewer memories (Mean=5.47) than the alcoholic 
group (Mean=6.60) or the ACOA group (Mean=6.73). A Mauchly 
sphericity test was conducted and revealed that the data 
set complied with the assumptions supporting parametric 
analysis, W=0.316, chi-square=77.23 with 65 df, p=n/s. It 
was therefore decided to further analyse the data set using 
selective simple effects analysis to unpack the interaction 
focusing on negatively cued memories (since group 
differences here are of primary interest).
Simple effects analysis revealed a highly significant 
effect of group type under the sorry cue condition 
F (2, 71)=6.77, p<0.005, with the ACOA recalling the highest 
number of memories (Mean=7.27) and the control group the 
lowest number (Mean=5.22) . The alcoholic group scored 
between the control group and the ACOA group on recalled 
sorry cued memories (Mean=6.80). A similar pattern was 
observed under the angry recall cue condition, with simple
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effects analysis again revealing a highly significant 
effect of group type, F (2,71)=5.64, p<0.01, with control 
subjects recalling the fewest number of memories 
(Mean=5.22), ACOA subjects the largest number (Mean=6.50), 
and alcoholic subjects (Mean=6.28) falling between the 
other two groups. Under the clumsy cue condition, simple 
effects analysis again confirmed a highly significant group 
type effect, F (2,71)=5.32, p<0.01, with control subjects 
recalling the fewest memories (Mean=5.61), ACOA subjects 
the largest number (Mean=6.73), with alcoholic subjects 
'sitting' between the two other groups (Mean=6.32). 
Establishing a group response pattern, simple effects 
analysis revealed a highly significant effect of group 
type, F (2,71)=7.53, p<0.005 under the fear cue condition 
with, once again, the control group recalling the fewest 
memories (Mean=5.43), the ACOA group the largest number 
(Mean=7.00), and the alcoholic group (Mean=6.60) falling 
between the two. A change in this response pattern was 
observed under the lonely cue condition with simple effects 
analysis revealing a highly significant effect of group, 
F (2,71)=5.89, p<0.005, however, though the control group 
again recalled fewest memories (Mean=5.38), the alcoholic 
group recalled the most (Mean=6.80), with the ACOA group 
nested between the two (Mean=6.65). No significant group 
effects were revealed under either the hurt cue condition 
F(2,71)=2.60, p=n/s, or the sad cue condition F(2,71)=2.64, 
p=n/s.
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As a matter of interest, using positive emotional cues, 
only under the happy cue condition was a significant group 
difference revealed, F (2,71)=4.62, p<0.05, with the control 
group recalling the greatest number of memories 
(Mean=7.65), followed by the alcoholic group (Mean=7.56) 
and the ACOA group recalling by far the fewest (Mean=6.4 6) .
Latency to retrieve first memory
The latency to retrieve first memory data was subjected to 
a 3 (group type) x 1 2 (emotion cue type) ANOVA with repeated 
measures on the emotion cue type factor. No main effect of 
group type was revealed, F (2,71)=0.48, p=n/s. A Mauchly 
sphericity test revealed the possibility of a violation of 
the assumptions of parametric analysis, W=0.043, chi- 
square=211.24, with 65 df, p<0.001. In order to guard 
against the risk of this possible violation, a Greenhouse- 
Geisser epsilon correction was performed. All within 
subjects significance levels were then calculated on the 
basis of Greenhouse-Geisser epsilon corrected degrees of 
freedom. A highly significant main effect of emotion cue 
type was observed, F (7.24,781)=5.70, p<0.001, with
positively cued memories being generally retrieved faster 
than memories that were negatively cued. A significant 
interaction was observed between group type and emotion cue 
type F (14.49,781)=2.24, p<0.01 (see Figure 5.4, p.366). The 
interaction can be explained as thus, whereas there is 
little difference between groups in first memory retrieval
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latencies under the positive cue conditions, under the
negative cue conditions, the ACOA group and the alcoholic 
group appear to be generally faster at retrieving 
negatively cued first memories. In order to 'unpack' this 
interaction still further, simple effects analysis was 
performed on the latency to retrieve data under the 
negative cueing conditions. Simple effects analysis is 
deemed appropriate since the significant main effect of 
emotion type and the significant interaction between group 
and emotion type remained robust under the more 
conservative significance criterion specified by the
Greenhouse-Geisser epsilon correction.
Simple effects analysis revealed a significant effect of 
group type, F (2,71)=4.65, p<0.05, under the angry cue
condition with the ACOA group (Mean=6.93), and the
alcoholic group (Mean=6.65), being faster to retrieve first 
memories compared to controls (Mean=10.20). Under the hurt 
condition, a significant group effect was observed 
F (2,71)=3.18, p<0.05, with the ACOA group being fasted to 
retrieve first memory (Mean=8.30), followed by the
alcoholic group (Mean=9.03), with the control group being 
slowest to retrieve (Mean=ll.31) . A significant group 
effect was also observed under the lonely retrieval cue, 
F (2,71)=3.68, p<0.05, with the control group being slowest 
to retrieve first memory (Mean=ll.46), and the ACOA group 
fastest (Mean=8.23), with the alcoholic group falling
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between the two (Mean=9.66). Simple effects analysis 
revealed no other significant group differences on any of 
the other recall cues (negative and positive).
Supplementary analysis
A supplementary analysis was performed on the latency to 
retrieve first memory cued by lonely, angry and hurt 
emotional cues. This procedure is entirely appropriate for 
two reasons. Firstly, methodologically, a supplementary 
ANOVA can be justified since the findings of the initial 
analysis remain robust following Greenhouse-Geisser epsilon 
correction. Secondly, from a theoretical perspective, the 
finding of significant group differences for these 
particular cue types is especially interesting since 
certain negative emotions, in particular anger, are 
believed to be extremely important in relation to the 
development of alcoholism and as a psychodynamic risk 
factor associated with ACOA’s. It was therefore decided to 
analyse each of these variables using one-way ANOVA and 
post-hoc LSD testing. Since the one-way ANOVA is 
mathematically related to the simple effects analysis 
already carried out, only the results of the LSD post-hoc 
analysis need be commented on.
Post-hoc LSD testing revealed that under the angry cue 
condition the control group was significantly slower in 
recalling first memory than the alcoholic or ACOA group.
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There was no significant difference between the alcoholic 
group and the ACOA group on this dependent variable.
Post-hoc LSD testing revealed that under the hurt cue 
condition the control group was significantly slower in 
recalling first memory than the ACOA group only. There was 
no significant difference between the control group and the 
alcoholic group under this cue condition. There was no 
significant difference between the alcoholic group and the 
ACOA group on this dependent variable.
A similar finding was revealed following LSD testing the 
lonely cue condition. The control group was significantly 
slower in recalling first memory than ACOA the group only. 
There was no significant difference between the control 
group and the alcoholic group under this cue condition. 
There was no significant difference between the alcoholic 
group and the ACOA group on this dependent variable.
Intensity of emotion associated with earliest memory 
recalled
The mean scores and standard deviations of the intensity 
associated with earliest cued memory is shown in Table 5.7, 
p.372. The results have been collapsed into positive and 
negative cue types for the purposes of clarity.
The emotional intensity data was subjected to a 3 (group
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type) X 12 (emotion cue type) x 2 (time; 1. emotional 
intensity associated with memory at time of experience and 
2. at time of recall) three-way ANOVA with repeated 
measures on the emotion cue type and time factors. A highly 
significant main effect of group was observed, 
F (2,71)=6.78, p<0.005 which will not be commented on at 
this stage because of a higher order interaction discussed 
later concerning the group variable. A highly significant 
main effect of the time variable was observed, 
F ( 1, 71 ) =908 . 39, pO.OOl, reflecting the observation that 
the greatest level of emotional intensity was associated 
with the memory at the time of the episode occurring, the 
least level of emotional intensity being associated with 
the memory at time of recall (i.e. time of experimental 
testing). A highly significant interaction between group 
type and the time variable was observed, F (2,71)=10.63, 
p<0.001. Two Mauchly sphericity tests was performed, 
firstly on the emotion cue type within subject effect, 
W=0.1115, chi-square=147.28 with 65 degrees of freedom, 
p<0.001 and secondly, on the time x emotion cue type within 
subject effect, W=0.1243, chi-square=139.97 with 65 degrees 
of freedom, p<0.001. Since both these tests were 
significant, it was possible that the underlying 
assumptions for the parametric analysis may be violated. To 
guard against this possibility, Greenhouse-Geisser epsilon 
corrections were computed for both these within subject 
effects and associated degrees of freedom adjusted
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accordingly. A significant main effect of emotion cue type 
was observed, F (7.71,781)=8.52, p<0.001. There was no
evidence of a group by emotion cue type interaction, 
F (15.42, 781)=1.13, p=n/s. However, a highly significant 
time by emotion cue type interaction was observed, 
F (8.01, 781)=29.25, p<0.001. All of the above significant 
main effects and interactions need to be interpreted with 
extreme caution since a significant three-way interaction 
was observed between group type, time and emotion cue type, 
F (16.03,781)=2.02, p<0.05. This three-way higher order
interaction can be interpreted with reference to Figure
5.5, p.373. Emotional cue types have been ’condensed' into 
positive and negative cued memories for clarity. It can be 
seen that while there is little difference between groups 
in emotional intensity at the time of the experience, there 
also being little difference between positive and negative 
memories, it is also clear that the emotional intensity has 
reduced at the time of recall across both positive and 
negative memories. However, closer examination reveals that 
while there is little difference in emotional intensity 
between groups at the time of recall for positive memories, 
there is a large difference between groups for negative 
memories with the ACOA group and the alcoholic group 
associating negative memories with far greater emotional 
intensity at the time of recall compared to the control 
group. This is the meaning of the higher order interaction. 
Indeed, the greatest distance between groups in this
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condition (negative cued, present time) is between the 
alcoholic group and the control group.
Group type
Variable Control Alcoholic ACOA
Intensity of 
earliest 
positive memory 
*ATOE
5.59 (0.52) 5.50 (0.68) 5.52 (0.78)
Intensity of 
earliest 
negative memory 
*ATOE
5.47 (0.40) 5.68 (0.52) 5.48 (0.37)
Intensity of 
earliest 
positive memory 
*PT
3.05 (0.48) 3.20 (0.67) 2.92 (0.72)
Intensity of 
earliest 
negative memory 
*PT
3.73 (0.69) 4.88 (0.60) 4.49 (0.84)
I I M  3  L. - L xn-^iio J-u_y cto w -l u i i  ^  a. j- j--l ^  o  u
memory retrieved (mean of positive and negative cues), 
*ATOE=At time of experience, PT=Present time.
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Locus of control of behaviour
The locus of control of behaviour scores revealed a trend 
for the alcoholic group (Mean=27.48, sd=10.15) and the ACOA 
group (Mean=28.35, sd=7.48) to be more external in control 
orientation than the control group (Mean=23.87, sd=8.39). 
Indeed, examination of the mean scores reveals the ACOA 
group to be the most external of all the groups. A one-way 
ANOVA was conducted and revealed that the mean score 
differences observed between groups were not statistically 
significant, F (2,71)=1.77, p=n/s.
Parental bonding
The mean scores and standard deviations are shown in Table 
5.8, p. 37 6. In relation to bonding to the father, the 
control group scored higher on the ’care' scale than both 
the alcoholic and control group. A one-way ANOVA was 
performed on the data and revealed a marginal effect of 
group type, F (2,71)=2.84, p=0.06. In view of this marginal 
main effect, a LSD post-hoc analysis was carried out and 
showed that the difference in scores between the control 
group and the ACOA group was statistically significant (at 
p<0.05). However, the control group did not differ 
significantly from the alcoholic group on the care scale 
and there was no significant difference between the 
alcoholic group and the ACOA group.
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The control group scored highest on the overprotection 
scale in relation to paternal bonding compared to the 
alcoholic group and ACOA group. A one-way ANOVA revealed 
however, that there was no significant difference between 
groups on this variable, F (2,71)=2.23, p=n/s.
Examination of the mean care scale scores in relation to 
maternal bonding showed a similar pattern to that of the 
paternal scores. The control group scored highest on this 
dimension compared to the alcoholic and ACOA groups. A one­
way ANOVA revealed a significant group effect, 
F (2, 71)=3.23, p<0.05. Post-hoc LSD analysis revealed that 
the control group scored significantly higher than the ACOA 
group but not the alcoholic group. There was no significant 
difference between the alcoholic and ACOA group.
Though the control group scored higher on the maternal 
overprotection scale compared to the alcoholic group and 
ACOA group, a one-way ANOVA revealed that this difference 
in scores did not reach statistical significance, 
F (2,71)=2.05, p=n/s.
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Group type
Variable Control Alcoholic ACOA
Father
Care
Overprotection
24.96 (7.21) 
12.74 (5.08)
21.44 (5.77) 
10.04 (5.52)
21.08 (5.60) 
10.31 (3.88)
Mother
Care
Overprotection
25.78 (6.30) 
13.00 (4.29)
23.36 (4.12) 
11.00 (3.85)
22.04 (5.03) 
11.08 (3.43)
of group type and parent gender (standard deviations in 
parentheses).
In order to understand the relationship between FBI scores 
and group type still further, the mean control group scores 
on each FBI measure were used to categorise each subject 
into a particular bonding style based on Barker et al's 
(1979) definition. Referring back to Figure 5.1, for 
example, subjects scoring above the control group mean on 
both paternal overprotection and paternal care would be 
categorised as having a paternal bonding style of 
’affectionate restraint’. The categorisation of subjects 
using this mean split technique are shown in Tables 5.9, 
p.377 and 5.10, p.378. It can be seen in Table 5.9 that on 
the measures of paternal bonding, the alcoholic group and 
the ACOA group, in comparison to the control group, have a 
larger number of subjects who are characterised by weak or 
absent paternal bonding style. More control subjects are 
characterised by an optimal bonding profile compared to the 
alcoholic or ACOA groups. A Cramer’s V analysis was 
conducted and revealed that these differences in subjects
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distributions approached significance, Cramer's V=0.395, 
p=0.07.
Bonding style
Group type Affectionless 
control
Affectionate
constraint
Absent or 
weak bonding
Optimal
bonding
Control 6 7 3 7
Alcoholic 7 3 10 5
ACOA 5 5 14 2
type using control group mean split technique.
Interestingly, examination of Table 5.10 reveals a similar 
pattern of subject distribution in relation to maternal 
bonding. More control subjects compared to alcoholic or 
ACOA subjects were characterised by optimal maternal 
bonding. Once again, alcoholic and ACOA subjects were 
characterised, compared to controls, by a weak or absent 
maternal bonding style. A Cramer's V analysis was conducted 
and revealed that these differences in group classification 
were significant, Cramer's V=0.508, p<0.05. There were also 
a larger number of ACOA subjects typified by a maternal 
/ W é A k  bonding style compared to subjects
in the alcoholic and control groups. Further, the largest 
number of subjects characterised by an affectionless 
control maternal bonding style were subjects in the 
alcoholic group.
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Bonding style
Group type Affectionless 
control
Affectionate
constraint
Absent or 
weak bonding
Optimal
bonding
Control 4 7 4 8
Alcoholic 7 3 12 3
ACOA 2 3 17 4
group type using control group mean split technique. 
Self-esteem
The mean scores and standard deviations for self-esteem 
scores are shown in Table 5.11, p.379. On the general self­
esteem scale it was observed that the control group scored 
higher than either the alcoholic group or the ACOA group. 
A one-way ANOVA found that these difference were not, 
however, statistically significant F (2,71)=1.69, p=n/s.
A one-way ANOVA was performed on the social/peer self­
esteem scores and revealed a highly significant group 
effect, . F (2,71)=7.35, p<0.005. Post-hoc LSD testing
revealed that the control group scored significantly higher 
than both the alcoholic group and the ACOA group on 
social/peer self-esteem. There was no significant 
difference between the alcoholic group and the ACOA group 
on social/peer self-esteem.
A similar result was found following a one-way ANOVA on the 
personal self-esteem scores. A significant effect of group 
was observed, F (2,71)=4.13, p<0.05, with LSD post-hoc
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analysis revealing that the control group scored 
significantly higher on personal self-esteem compared to 
the alcoholic group and the ACOA group. No significant 
post-hoc group difference was observed between the 
alcoholic group and the ACOA group.
The general, social/peer, and personal scores were added 
together to form a 'global’ self esteem score (Figure 5.6, 
p.380). A one-way ANOVA was then performed on this 
accumulative global self-esteem score. A significant group 
effect was observed, F (2,71)=4.33, P<0.05. Posteriori LSD 
testing revealed that the control group had a significantly 
higher global self-esteem score than both the alcoholic 
group and the ACOA group. No significant group difference 
was observed between the alcoholic group and the ACOA 
group.
Group type
Variable Control Alcoholic ACOA
General 11.43 (3.80) 9.96 (3.55) 9.65 (3.41)
Social/Peer 6.52 (1.97) 4.72 (1.77) 4.69 (1.91)
Personal 5.09 (1.47) 4.08 (1.61) 3.73 (1.95)
Global 23.04 (6.61) 18.76 (5.65) 18.08 (6.65)
and self-esteem sub-set ( s t a nd a r d de v i a ti o ns  in
parentheses).
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Self-esteem subscale and total 
scores by group type
u 20
Self-esteem measures 
H  General 
O  Social/peer 
H  Personal 
H  Global
Control Alcoholic
Group type
ACOA
Figure 5.6
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Multiple regression analysis
In order to examine the relative contribution of retrieval 
factors and psychosocial factors to recall performance a 
series of multiple regression analyses were performed. The 
dependent variable on each regression was the summative 
mean score on the negative recall performance scores. All 
recall dependent variables were entered stepwise into the 
regression equation. The psychosocial dependent variables 
entered into the equation were: FBI, LCB, CFSE and the BDI. 
All sub scales of the CFSE and the FBI were entered. The 
BMAS and MCSD were not entered into the regression equation 
at this point since they do not satisfy a theoretical model 
of causation whereas the FBI, LCB and CFSE do. The BDI 
scores were entered into the regression equation since 
depression has been implicated with differential processing 
of information in terms of negativity bias (Ybarra and 
Stephan, 1996). All significant predictor variables 
described below were also subjected to a regression one-way 
ANOVA to ensure that there exists a linear relationship 
between the variables by forming an F ratio of the mean 
square for regression to the residual mean square. Only 
predictor variables that satisfy this criteria are 
commented on in the results.
The first regression analysis used as the dependent 
variable, the mean age of earliest negative memory 
(averaged across all negative recall cues). Figure 5.7,
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p. 383 shows a histogram of the regression standardised 
residuals with a curve superimposed to show the ideal 
normal distribution of residuals. It can be seen from the 
spread of residuals that there is a relatively good 'fit' 
of the actual spread of residuals to the ideal normal 
distribution. A cumulative probability plot was generated 
(see Figure 5.8, p.384) demonstrating that the residuals 
were satisfactorily distributed. Transformation of the data 
set was therefore deemed to be unnecessary. A scatterplot 
was generated (Figure 5.9, p.385) which exhibited no 
characteristic pattern and thus confirming that the 
assumptions of linearity and homogeneity of variance had 
been met, thus satisfying the criteria to perform the 
analysis. Interestingly, only the positive number of 
memories recalled under the free recall condition were a 
significant predictor of the age of earliest negative 
memory. It is important to note however, that the value of 
Multiple R is relatively low, therefore conclusions 
regarding the predictive power of the positive number of 
memories (free recall) variable needs to be treated with 
some caution (see Table 5.12).
Multiple R Variable B SE B Beta T Sig
R=0.251 Positive N of 
memories (free 
recall)
0.116 0.525 0.251 2.203 p < . 05
negative memory.
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The mean number of negative memories recalled (averaged 
across all negative cue conditions) was entered into the 
regression analysis as the predicted variable. Figure 5.10, 
p. 388 shows a histogram of the regression standardised 
residuals with a curve superimposed to show the ideal 
normal distribution of residuals. It can be seen from the 
spread of residuals that there is a relatively good 'fit' 
of the actual spread of residuals to the ideal normal 
distribution. A cumulative probability plot was generated 
(see Figure 5.11, p.389) demonstrating that the residuals 
were satisfactorily distributed. Transformation of the data 
set was therefore deemed to be unnecessary. A scatterplot 
was generated (Figure 5.12, p.390) which exhibited no 
characteristic pattern and thus confirming that the 
assumptions of linearity and homogeneity of variance had 
been met, thus satisfying the criteria to perform the 
analysis. The multiple R of 0.54 indicates that the 
regression equation has adequate predictive qualities. 
Paternal overprotection (FBI scale 2), the 'personal' 
sub-scale of the self-esteem measure (CFSE 3) and the mean 
score of the intensity of emotion associated with earliest 
negative childhood memory at the time of recall (NEGINT 2) 
were all significantly predictive of the mean number of 
negative memories recalled (see Table 5.13, p.387).
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Multiple R Variable B SE B Beta T Sig
R=0.432 
R=0.4 98 
R=0.540
FBI 2 
CFSE 3 
NEGINT 2
-.0370
-.0926
0.3123
0.525
0.441
0.094
-.251
-.214
0.347
-2.203
-2.098
3.333
p < . 05 
p < . 05 
p < . 05
Table 5.13 Regression analysis of the mean number of
negative memories retrieved.
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The latency to retrieve first negative memory (averaged 
across all negative recall cues) was subjected to a 
stepwise regression analysis. Figure 5.13, p.393, shows a 
histogram of the regression standardised residuals with a 
curve superimposed to show the ideal normal distribution of 
residuals. It can be seen from the spread of residuals that 
there is a relatively good ’fit' of the actual spread of 
residuals to the ideal normal distribution. A cumulative 
probability plot was generated (see Figure 5.14, p.394) 
demonstrating that the residuals were satisfactorily 
distributed. Transformation of the data set was therefore 
deemed to be unnecessary. A scatterplot was generated 
(Figure 5.15, p.395) which exhibited no characteristic 
pattern and thus confirming that the assumptions of 
linearity and homogeneity of variance had been met, thus 
satisfying the criteria to perform the analysis. A multiple 
R=0.893 ensured that the regression analysis had high 
predictive power. The mean number of cued negative memories 
recalled (NEGNUM), BDI scores, and the latency to retrieve 
first cued positive memories (averaged across all positive 
cue conditions) all significantly predicted the latency to 
retrieve first negative memory (see Table 5.14, p.392).
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Multiple R Variable B SE B Beta T Sig
R=0.883
R=0.856
R=0.893
NEGNUM (mean) 
POSLAT (mean) 
BDI
-1.027
0.764
0.106
0.266
0.052
0.413
-.209
0.805
0.142
-3.865
14.584
2.577
p < . 01 
p < . 01
p < . 05
retrieve first negative memory.
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The mean emotional intensity associated with earliest 
negative memories (averaged across all negative cue 
conditions) at the time of original experience (NEGINT 1) 
was entered into a stepwise regression analysis as the 
predicted variable. Figure 5.16, p.398, shows a histogram 
of the regression standardised residuals with a curve 
superimposed to show the ideal normal distribution of 
residuals. It can be seen from the spread of residuals that 
there is a relatively good 'fit' of the actual spread of 
residuals to the ideal normal distribution. A cumulative 
probability plot was generated (see Figure 5.17, p.399) 
demonstrating that the residuals were satisfactorily 
distributed. Transformation of the data set was therefore 
deemed to be unnecessary. A scatterplot was generated 
(Figure 5.18, p.400) which exhibited no characteristic 
pattern and thus confirming that the assumptions of 
linearity and homogeneity of variance had been met, thus 
satisfying the criteria to perform the analysis. The 
multiple R of 0.474 was moderate indicating that the 
regression analysis had reasonable predictive power. The 
paternal overprotection (FBI 2) variable and summative 
'global' self-esteem were significant predictors of NEGINT 
1 at the p<0.01 level. Maternal overprotection (FBI 4) also 
significantly predicted NEGINT 1 at the p<0.05 (see Table 
5.15, p.397) .
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Multiple R Variable B SE B Beta T Sig
R=0.423
R=0.474
R=0.354
FBI 2 
FBI 4 
CFSE 4
-0.030
0.274
-0.023
0.011
0.014
0.007
-.340
0.243
-.339
-2.853
2.025
-3.090
p < . 01
p < . 05
p < . 01
x a o J - e  D . K e y  J i e a a x u i i  d i i c t j - y a j - a  u i .  ^ i i iu  u-Luixaj-
intensity associated with earliest negative memory at the 
time of event experience.
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The mean emotional intensity associated with negative 
memories (averaged across all negative recall cues) at the 
time of recall (NEGINT 2) was entered stepwise into the 
multiple regression equation as the predicted variable. 
Figure 5.19, p.403, shows a histogram of the regression 
standardised residuals with a curve superimposed to show 
the ideal normal distribution of residuals. It can be seen 
from the spread of residuals that there is a relatively 
good 'fit' of the actual spread of residuals to the ideal 
normal distribution. A cumulative probability plot was 
generated (see Figure 5.20, p.404) demonstrating that the 
residuals were satisfactorily distributed. Transformation 
of the data set was therefore deemed to be unnecessary. A 
scatterplot was generated (Figure 5.21, p.405) which 
exhibited no characteristic pattern and thus confirming 
that the assumptions of linearity and homogeneity of 
variance had been met, thus satisfying the criteria to 
perform the analysis. The mean latency to retrieve negative 
memories was the biggest single predictor of NEGINT 2 
(p<0.001). The mean number of negative memories recalled 
also significantly predicted NEGINT 2 at p<0.01, as did 
NEGINT 1 (p<0.05) (see Table 5.16, p.402).
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Multiple R Variable B SE B Beta T Sig
R=0.470 
R=0.562 
R=0.596
NEGLAT (mean) 
NEGNUM (mean) 
NEGINT 1
-0.083
0.334
0 . 3 8 8
0 . 0 2 3
0.112
0.187
-.367
0.300
0.201
- 3 . 6 5 2
2 . 9 7 8
2 . 0 7 6
p < . 01 
p < . 01
p < . 05
intensity associated with earliest negative memory at the 
time of event recall.
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Discriminant function analysis
Discriminant function analysis is a statistical technique 
that is mathematically related to multivariate analysis of 
variance (MANOVA). In effect, discriminant function 
analysis may be metaphorically described as 'MANOVA in 
reverse' since the categorical data is known and a 
composite variable y, synthesised from the dependent 
variables, is computed which indicates the differences 
between groups. (Tabachnick and Fidell, 1989). It is 
therefore possible to ascertain group membership on the 
basis of subjects performance on a range of dependent
a
variables. In discriminant function analysis, the 
categorical independent variable, in this case group 
membership, is entered as the dependent variable and the 
composite variable y, distilled mathematically from the 
former dependent variables. In this sense, dependent 
variables such as age of earliest negative memory are 
entered as 'independent' variables.
A discriminant function analysis was performed to examine 
the relative contribution of psychosocial factors and 
process factors (recall dependent variables) to the 
determination of group membership. All dependent variables 
were entered into the discriminant function analysis. 
However, in order to manage the data set satisfactorily, 
averaged values were used for cued variables, these being 
valanced by the positive or negative nature of the cue type
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i.e. latency to retrieve negative memory, number of 
positive memories recalled. Obviously, on the free recall 
task, the free recall variables were added non-modifled. 
The 'dependent' variable in this discriminant function 
analysis was group type. The 'independent' variables were 
entered stepwise into the discriminant function analysis. 
The key to variable labels are shown in Appendix XXII.
The minimum F factor to enter the stepwise equation was set 
at 3.84. The maximum F factor to remove was set at 2.71. 
Four variables remained in the analysis following the final 
(fourth) step. These were 1. NEGNUM, Wilks' Lambda=0.467, 
p<0.001, 2. NEGINT 2, Wilks' Lambda=0.391, p<0.001, 3. LCB, 
Wilks' Lambda=0.341, P<0.001 and finally, 4. BMAS, Wilks' 
Lambda=0.304. All other variables were removed since they 
failed to satisfy the criteria for inclusion based on F 
factor ranges. The results of the discriminant function 
analysis are shown in Table 5.17, p.408. A Wilks' Lambda 
was performed on function one and revealed that this 
discriminant function was highly significant, Wilks' 
Lambda=0.304, chi-square=82.801 with 8 degrees of freedom, 
p<0.0001. A Wilks' Lambda was performed on function two, 
however, function two was not statistically significant, 
Wilks' Lambda=0 . 928, chi-square=5 .162 with three degrees of 
freedom, p=n/s. It can be confirmed by observation of the 
percentage of variance explained by function one that this 
discriminant function accounts for by far the greatest
407
proportion of the variance (96.39).
Function Eigenvalue % of
variance
Cum % Canonical
corr
One
Two
2.056
0.077
96.39
3.61
96.39
100.00
0.8202
0.2675
Table 5.17 Results of canonical discriminant function
analysis
The pooled within-groups correlation matrix is shown in 
Table 5.18, p.409. The asterisks mark the correlation with 
the higher value for each variable. The asterisks also 
denote the function which each variable loads on, hence 
NEGNUM for example, loads on function one whereas NEGINT 2, 
loads on function two. It can be seen that in the case of 
function one, eight of the psychosocial measures load on to 
this significant function compared to six of the process 
measures. In contrast, on function two, which was not 
statistically significant, eight of the process variables 
load on this function, compared to four of the psychosocial 
measures.
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Variable (I.V.) Function One Function Two
NEGNUM 0.7426 * -0.2880
NEGINT 1 0.2126 * 0.0997
FBI 2 -0.1838 * -0.0467
FRNEGAGE(free rec) 0.1690 * 0.1001
FBI 1 -0.1661 * -0.0439
BDI -0.1623 * -0.0248
LCB 0.1535 * -0.1332
FOSAGE -0.1219 * -0.0621
FOSINT 1 0.1004 * -0.0494
FBI 4 -0.0845 * -0.0746
CFSE 3 -0.0734 * 0.0550
FOSINT 2 0.0704 * 0.0231
MCSD -0.0678 * -0.0284
CFSE4 -0.3776 * -0.0208
NEGINT 2 0.4361 0.8724 *
FOSLAT -0.2904 -0.3795 *
NEGLAT -0.2547 -0.3482 *
BMAS 0.1258 -0.2122 *
FRFOSNUM(free rec) 0.0834 -0.1824 *
FBI 3 -0.1100 -0.1433 *
NEGAGE -0.1040 0.1376 *
FRFOSAGE(free rec) 0.0792 0.1249 *
FOSNUM 0.0381 -0.1072 *
FRNEGNUM(free rec) 0.0520 -0.0886 *
CFSE 2 -0.0290 -0.0537 *
CFSE 1 -0.0165 -0.0346 *
groups correlations between discriminating variables and 
canonical discriminant functions (see Appendix XXII for 
variable labels).
The canonical discriminant functions evaluated at group 
means is shown in Table 5.19.
Group Function 1 Function 2
Control -2.091 -0.009
Alcoholic 0.903 0.338
ACOA 0.981 -0.317
Table 5.19 The canonical discriminant functions evaluated 
at group centroids, function 1 only, is significant.
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Table 5.20, p.411, shows the success rate for predictions 
of membership of group type using the discriminant 
functions developed in the analysis. Discriminant function 
one is essentially the crucial function in the models 
predictive power since this was the only function that was 
statistically significant and explained almost all the 
variance. The overall percentage of grouped cases correctly 
classified was 66.2%, this being acceptable for a 
discriminant function model. It can be seen that the model 
developed successfully predicts control group membership 
with an accuracy of 82.6%. Only one control subject was 
misclassified as an alcoholic group member and three 
control subjects were misclassified as ACOA's. Focusing on 
the alcoholic group the model successfully categorised 
alcoholic subjects with an accuracy of 56%. The model 
miscategorised only one alcoholic subject as a control 
subject. However, 40% of alcoholic subjects were 
miscategorised as being ACOA's. The model successfully 
predicted ACOA group membership with an accuracy of 61.5%. 
No ACOA subjects were miscategorised as control subjects. 
Interestingly, 38.5% of ACOA subjects were miscategorised 
as alcoholic subjects. This finding is intensely 
interesting since a descriptive examination of the 
predicted group profile reveals that, as a function of 
discriminant analysis, that the alcoholic group and the 
ACOA group are much 'closer' to each other on the composite 
variable that represents function one, than these groups
410
are to the control group (since the model makes most errors 
discriminating and misplacing subjects between the 
alcoholic and the ACOA group).
Predicted group membership
Actual Group No of cases Group 1 Group 2 Group 3
Control 1 23 19 (82.6%) 1 (4.3%) 3 (13%)
Alcoholic 2 25 1 (4%) 14 (56%) 10 (40%)
ACOA 3 26 0 (0%) 10 (38%) 16 (61.5%)
discriminate function analysis.
5.12 Discussion
The analyses conducted have yielded an extremely 
interesting set of results. Since there were a number of 
unexpected results, particularly related to ACOA subjects, 
the findings will be necessarily discussed in this context, 
as these findings may have far reaching implications.
It was found that there was a trend for alcoholic subjects 
to be younger for age of earliest negative memory retrieved 
compared to controls and that significant difference 
existed between groups on specific negative recall cues. A 
problem with data distribution unfortunately precluded 
further in-depth analysis and meant the findings needed 
interpretation with some caution. A striking feature was 
however, that the ACOA group was similar to the alcoholic 
group in terms of age of earliest negative memory. In 
effect, like the alcoholic group, the ACOA group
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demonstrated a trend to be younger for age of earliest 
negative memory compared to the control group. The findings 
from the number of memories recalled confirms this 'group 
likeness' between the alcoholic group and the ACOA group. 
The ACOA group, like the alcoholic group, recalled 
significantly more negative memories compared to the 
control group. These differences were particularly apparent 
for negative memories cued by specific cues, particularly, 
angry, clumsy, fear and lonely cues. This finding does beg 
the question, is there a similarity between alcoholic 
subjects and ACOA subjects in the processes of recall that 
is distinguishable from control subjects ? or is there a 
difference in the number and age of childhood events that 
is a function of being part of an alcoholic family ? .
Evidence for a process difference would certainly be found 
if ACOA and alcoholic subjects were similar in the speed to 
retrieve negative memories but faster than the control 
group, since it has been established that retrieval speed 
is a reliable index of neuro-psychological process. Indeed, 
this was what was found, the control group was 
significantly slower to retrieve negatively cued memories 
than either the alcoholic group or the ACOA group whereas 
there was little group difference in the retrieval latency 
of positively cued memories. Indeed, on a number of the 
negative cue conditions the ACOA group was fastest to 
retrieve negative memories.
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The cued recall data appears to support a hypothesis that 
ACOA, like alcoholic subjects, fail to repress. Indeed, the 
trend observed for there to be fewer ACOA repressors, and 
similarly fewer alcoholic repressors, compared to controls 
in the subject population appears to confirm this view. 
However, if ACOA fail to repress, do they fail to repress 
in a similar way to alcoholics ? Is there evidence that 
ACOA exhibit a 'pararepression’ like alcoholics ? In 
answering this question it should be remembered from 
experiments one and two that the repression phenomenon that 
appears to be uniquely identifiable with alcoholics is 
associated with between groups retrieval differences and 
the apparent failure to attenuate the emotional intensity 
associated with negative memories over time.
The significant three-way interaction involving the 
emotional intensity data revealed that ACOA's appear to 
manifest the same kind of repression phenomenon as 
alcoholic subjects. Like alcoholic subjects, the emotional 
intensity ACOA’s associated with earliest negative memories 
did not decrease to the extent that control subjects did, 
as stated this being significant. This is the 
characteristic feature of pararepression in concert with 
the retrieval differences already commented on. It appears 
that ACOA's, like alcoholics, fail to attenuate emotional 
intensity associated with negative memories.
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In terms of the inter-generational transmission of 
alcoholism issue, the results thus far appear to indicate 
that there is a commonality between alcoholics and ACOA's 
in terms of information-processing that is distinctive from 
controls. Since such cognitive processes are considered to 
be largely dependent on neuro-cortical structures, it would 
be relatively easy to conclude that this characteristic is 
genetically transmitted as a risk factor in the development 
of alcoholism (many studies i.e. Cloninger (1988), use 
group differences observed between controls and ACOA's in 
both biochemical and psychological indices to justify 
genetic transmission).
To be polite, such a rationale is fraught with peril, since 
no account is taken of the impact of important acute or 
chronic psychological and environmental stressors on 
psychological function including indices of neuro­
psychological performance. To illustrate this point I will 
use Huntington's chorea as a metaphor. It has been 
established for many years that Huntington's disease is 
genetically transmitted. To say that Huntington's chorea is 
transmitted as a function of family dynamics would be 
absolutely ridiculous, since we know it is a genetically 
transmitted disease. In the case of alcoholism, there is no 
conclusive proof of genetic transmission, though the term 
alcoholism has been incorporated into a medical model of 
disease. Therefore, in the absence of evidence to the
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contrary, it is entirely plausible that the risk factor 
associated with alcoholism may be inter-generationally 
transmitted as a function of family dynamics which may, 
have a lasting impact on the processing of autobiographical 
information at the neuro-cognitive level since, children of 
any parents, alcoholic or not, are subject to intra-family 
communicative processes from the date of birth (Bowlby, 
1969). This, of course, includes the period of the life 
course when the brain is still developmentally plastic and 
prior to personality formation.
Therefore, what other factors could account for the 
familial results found in regards to the failure to repress 
and pararepression ? These factors will now be discussed.
No differences were found between groups on measures of LCB 
and BDI. ACOA's were not more external on LCB as the 
experimental hypothesis predicted. However, it is possible 
that locus of control is part of a more complex mechanism 
that may influence the repressive phenomenon, this point 
will be addressed later in the discussion.
The self-esteem scores provide much interest. It was 
observed that there was no group difference on the general 
self-esteem sub-scale. Using general self-esteem as an 
index it would be possible to conclude that self-esteem was 
not an important issue in repressive responding. However,
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it was found that the ACOA group and the alcoholic group 
had considerably lower scores on the social/peer self­
esteem sub-scale compared to controls. The ACOA group and 
the alcoholic group were comparable on this measure of 
self-esteem. This difference is important since social/peer 
self-esteem relates specifically to issues of interpersonal 
communication and self-presentation. It was further found 
that on the measure of personal self-esteem, alcoholic and 
ACOA subjects scores significantly lower compared to 
controls but did not differ significantly from each other. 
Personal self-esteem may be considered to relate to an 
individuals most intimate core self, loading on that part 
of self that may be considered most vulnerable, and 
consequently, most likely to be psychodynamically defended. 
In fact, the score difference between the ACOA and 
alcoholic groups on social/peer and personal self-esteem 
compared to control groups was so large, that a significant 
group difference was observed on the summative 'global' 
self-esteem score. Again, control subjects scored 
considerably higher than both ACOA and alcoholic subjects 
on global self-esteem compared to controls while there was 
no significant difference between ACOA's and the alcoholic 
group on this measure.
The self-esteem measures which differentiated alcoholics 
and ACOA's from controls focus essentially on interpersonal 
processes and issues of mental defense. A cornerstone of
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psychodynamic theory is that defense development is 
influenced strongly by early relationships. A finding that 
social/peer self-esteem is lower in ACOA’s and alcoholics 
is strongly indicative of poor interpersonal communications 
earlier in life span development and could thus be an 
adulthood indication of disturbance in the formation of 
mental defense mechanisms earlier in childhood. This 
position is given added credibility by the finding that 
personal self-esteem was significantly lower in the ACOA 
group and alcoholic group since it would be expected that 
it is the more intimate aspects of feelings about oneself 
that defense mechanisms would act on to protect the self 
concept against threatening cognitions. A fundamental 
failure in repressive defense mechanism function would be 
expected to be associated with low personal self-esteem. 
Further, the distinctive feature of pararepression, the 
failure to attenuate negative emotional intensity, would 
also be intuitively linked to low personal self-esteem, 
since negative childhood memories (implicitly personal) 
would, presumably, be regarded as being more salient to the 
self if emotional intensity can be regarded as a meaningful 
measure of the personal relevance of the memory.
Supportive evidence for self-esteem factors being 
indicative of maladaptive repressive defense formation 
would be found if discrepancies were found in the perceived 
quality of the early childhood rearing environment.
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Specifically, perceived discrepancies in the quality of 
early relationships with significant others. Again, 
evidence for this was found. It was observed that the 
control group perceived their fathers as significantly more 
caring than ACOA's. There was little difference between the 
alcoholic group and the ACOA group in perceived paternal 
care. Again, in relation to maternal care, a significant 
group difference was observed with the control group 
perceiving the greatest maternal care. It was observed on 
the intersections of the care and overprotection scales 
that the control group had by far the largest number of 
subjects characterised by optimal bonding perception of 
both parents, this being statistically significant in the 
case of maternal optimal bonding. Alcoholic and ACOA 
subjects were characterised by perceptions of weak/absent 
bonding to both parents, this finding being marginally 
significant in the case of paternal bonding, and 
significant in the instance of maternal bonding. This 
finding presents convincing evidence that alcoholic and 
ACOA subjects perceive their early relationships with 
parents as relatively impoverished compared to controls. 
This therefore provides further evidence for disturbances 
in early childhood influencing the development of 
repression defense.
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It would seem then that a failure to repress or more 
specifically, pararepression appears to be a phenomenon 
that may be extended to ACOA’s. A constellation of 
psychosocial factors seems to be associated with the 
phenomenon, specifically low self-esteem and relatively 
impoverished early relationships with parents. If a failure 
to repress or pararepression is implicated in the risk 
factor of inter-generational transmission of alcohol 
problems, then on balance, it would seem that the risk 
factor is transmitted as a function of family dynamics and 
early intra-familial communications. A trend for alcoholics 
and ACOA's to have, generally, elevated levels of trait 
anxiety, though not statistically significant, compared to 
controls, is consistent with the notion of a failure to 
repress cognitions threatening to the self-concept.
Still further evidence for the influence of environmental 
factors on the transmission of alcohol problems comes from 
the results of the discriminant function analysis. It was 
observed that the significant composite function that 
predicted group membership was contributed to mainly by the 
psychosocial measures rather than the process variables. It 
was also observed that the model predicted control group 
membership with convincing accuracy. In contrast, the model 
predicted the membership of the alcoholic and ACOA groups 
with less accuracy but, more importantly, where predictive 
errors were made alcoholic subjects tended to be
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categorised as ACOA subjects and vice versa. This finding 
strongly indicates that the ACOA subjects were more similar 
to alcoholic subjects on the measure of discriminant 
function than they were to control subjects. Since the main 
contributor to the significant discriminant function were 
psychosocial variables, this is satisfactory evidence that 
the alcoholic and ACOA group share a psychosocial 
commonality that differentiates both groups from control 
subj ects.
A vital question that needs to be addressed is whether 
psychosocial variables can predict process performance as 
this provides additional credibility to the rationale of 
early environmental experiences influencing neuro-cognitive 
processes. The results of the regression analysis appears 
to provide some particularly convincing evidence for this 
position.
In the case of the age of earliest negative memory 
recalled, it was observed that the significant predictor of 
this variable was the number of positive memories recalled 
under the free recall condition. This provides an example 
of process predicting process. However, the significant 
predictors of the mean number of cued negative memories 
recalled were paternal overprotection, personal self­
esteem, and the negative intensity associated with earliest 
negative memory at time of recall. Paternal overprotection
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and self-esteem represent psychosocial variables that 
significantly predict the process of retrieval. Though a 
problem inherent in the use of any correlational technique 
is the difficulty of implying causation, all the variables 
entered into the regression equation satisfied a criteria 
for inclusion that emphasised a theoretical causal 
connection to the predicted variable. Examination of the 
polarity of the beta weights is of interest. The regression 
relationship of paternal overprotection and personal self­
esteem is negative to the number of negative memories 
recalled. Essentially, the larger the number of negative 
memories recalled, the lower the level of paternal 
overprotection and personal self-esteem. In contrast, the 
emotional intensity at the time of recall associated with 
earliest negative memories relationship with the number of 
negative memories recalled was positive, greater emotional 
intensity associated with more recalled negative memories. 
Regarding the model of repressive aetiology discussed thus 
far, it would be expected that high self-esteem and to a 
smaller degree parental overprotection, would be associated 
with fewer negative memories being recalled. Again, it 
would also be expected within this same model that 
increased emotional intensity would be associated with a 
larger number of recalled negative memories in the context 
of a failure to repress effectively. These findings are 
entirely consistent with the notion of a psychodynamic 
transactional configuring of repressive defense that has a
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chronic influence of information-processing of negative 
information.
The most significant predictors of the latency to retrieve 
first negative memory were the number of negatively cued 
memories (NEGNUM) recalled and latency to retrieve first 
positive memory (POSLAT). BDI significantly predicted 
latency to retrieve first cued negative memory but not as 
powerfully as the first two significant predictors. These 
findings would appear to tell us something about process 
relationships. The negative beta weighting of the NEGNUM 
variable seems to make intuitive process sense. The longer 
the latency to retrieve first negative memory, the fewer 
negative memories are recalled. Perhaps of more interest 
however, is the positive beta weighting of POSLAT. This 
provides further evidence for the position stated in 
experiments two and three that the repressive process also 
influences retrieval processes, under certain conditions, 
for positively valanced memories which, presumably, would 
not be perceived as particularly threatening to the self- 
concept. As it seems likely from the evidence reviewed so 
far that environmental influences have a lasting effect on 
repressive processing of information, it is possible that 
such early adversity may affect the experience and recall 
of positive events. In effect, repressive processing may be 
a global phenomenon that substantially affects the 
processing of negatively valanced information but, also
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more discretely, affects the processing of positive 
information. This would be consistent with parallel 
distributed processing (PDF) and network models of neuro- 
cognitive information-processing since positive nodal 
connections would be distal from negative nodal points yet 
would still be subject to discrete influence (Power and 
Brewin, 1991). BDI, interestingly, had a positive 
relationship to negative latency. Low levels of depression 
were typically related to faster retrieval of negative 
memories. This finding is difficult to interpret though a 
number of speculations can be offered. This finding is 
certainly inconsistent with the concept of negativity bias. 
It is conceivable that a relatively elevated level of 
depression would impair cognitive processing resulting in 
retrieval speeds being slower as it has been established in 
instance of clinical depression that cognitive processes 
are impaired (Ellis and Ashbrook, 1988). A more interesting 
possibility however concerns the level of elaboration of 
processing involved in retrieval. Hansen and Hansen (1988) 
found evidence to suggest that repression may be associated 
with less complex processing of emotionally tagged 
information, especially negative information. The 
possibility therefore exists that where negative memories 
are retrieved relatively quickly, such memories may be less 
elaboratively processed during recall thus protecting the 
retriever from the more salient aspects of negative affect 
associated with the negative memory that may be associated
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with a depressed mood. Though speculative, this possibility 
would fit the finding of the BDI/latency to retrieve first 
negative memory relationship within the context of 
repressive defense organisation.
The significant predictors of the emotional intensity 
associated with earliest cued negative memory retrieved at 
the time of experience (NEGINT 1) were all psychosocial 
variables, these being paternal overprotection, maternal 
overprotection and global self-esteem. However, the 
significant predictors of the emotional intensity 
associated with earliest cued negative memory at the time 
of recall (NEGINT 2) were primarily process variables, 
these being latency to retrieve earliest cued negative 
memory, number of cued negative memories retrieved, and 
NEGINT 1. Again, this can be seen as confirmatory evidence 
of the role of environmentally determined psychosocial 
variables being of significant influence in the perception 
of childhood negative events at the time of experience, yet 
influencing the process variables at the time of recall.
5.13 Conclusion
The experiment conducted has demonstrated that the concept 
of a failure to repress in alcoholics is a robust 
phenomenon that is also evident in ACOA's. The specific 
repression deficit of 'pararepression' that is associated 
with differential retrieval responses in alcoholics
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compared to controls is also evident in ACOA’s. ACOA's, 
like alcoholic subjects appear to fail to attenuate the 
emotional intensity associated with negative childhood 
memories at the time of recall. In concert with a similar 
retrieval profile to alcoholic subjects, it has been 
concluded that alcoholic subjects and ACOA’s fail to 
repress negative early autobiographical material compared 
to controls.
ACOA’s appear to be a similar group to alcoholic subjects 
in terms of retrieval performance and psychosocial 
measures. It would seem that a failure to repress may have 
validity as a risk factor in the inter-generational 
transmission of alcoholism.
In addressing the issue of inter-generational transmission 
of repression failure as a potential risk factor in the 
aetiology of alcoholism, the weight of evidence from this 
study supports the position of inter-generational 
transmission as a consequence of environmental, 
intra-familial psychodynamic factors. The findings have 
been interpreted as evidence for the influence of early 
significant family relationship experiences in the shaping 
of the defense mechanism of repression and thus influencing 
the chronic processing of self-referent information.
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It has been convincingly demonstrated that a constellation 
of factors including low self-esteem and impoverished 
parental bonding is associated with the failure to repress 
and the pararepression phenomenon. The postulated model is 
shown in Figure 5.22, p.427, incorporating the link to the 
inter-generational risk factor of alcoholism. In this 
model, impoverished early significant relationships lead to 
the formation of a poor repressive defense mechanism. This 
results in a chronic processing deficit, the result of 
which is low self-esteem and a fundamental difficulty with 
coping with emotions associated with negative affect and 
anxiety. It is suggested that this may result in the risk 
factor associated with alcoholism and the need to self- 
medicate. The evidence accrued from the experiments 
conducted thus far are strongly supportive of this model.
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Figure 5.22 A theoretical model of the inter-generational 
risk factor associated with alcoholism.
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CHAPTER SIX
THE INFLUENCE OF MENSTRUAL CYCLE PHASE ON REPRESSIVE 
DEFENSE AND THE CONSUMPTION OF ALCOHOL
"The idea of the False Self was put forward by R.D. Lalng^ 
adapting some theories of Jean-Paul Sartre. The False Self 
was an artificially created self-image designed to concur 
with expectations^ while the true self remained hidden and 
protected"
Brian Masters b.l939
6.1 Introduction
This chapter is unique in the context of this thesis since 
the subject population in this study is exclusively female. 
Chapter two emphasised that there is some evidence to 
suggest that women may have an atypical aetiology in the 
development of problem drinking because of social factors 
(Allan, 1995) and also because of the menstrual cycle 
(Harvey and Beckman, 1985). There is also evidence to 
suggest that the phases of the menstrual cycle may have a 
differential impact on women's defense of repression 
(AltemusJU^1989). In this regard, women with normal 
menstrual cycles provide an opportunity to investigate the 
theoretical and process variables of repression and the 
relationship of repression to drinking.
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This study will therefore examine three critical issues 
using the phases of the menstrual cycle as an independent 
variable.
Firstly, does repression as defined by Weinberger et al's 
(1979) classification represent a personality type 
(Bonanno, 199^) that is stable over time, or does 
repression represent a cognitive coping style (Lazarus and 
Folkman, 1984), the expression of which is relational to a 
perceived threatening situation ?
Secondly, does the menstrual cycle have an effect on 
repressive defense and if so, is there a connection between 
this relationship and alcohol consumption ?
Thirdly, does the process of repression change over the 
course of the menstrual cycle ?
The rationale behind the above important questions will now 
be discussed.
6.2 Are women drinkers a special case ?
Chapter 2 highlighted some of the reasons that women may 
represent a distinct group from men in terms of actual 
levels of alcohol consumption and the development of 
alcoholism. However, there is a pressing case to examine 
risk factors associated with female problem drinking for
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many reasons. There is evidence to suggest that female 
alcoholics have a much higher mortality rate compared to 
male alcoholics (Halliday et al, 1986). Epidemiological 
studies (Wilsnack et al, 1991) indicate that, compared to 
male alcoholics, female alcoholics experience a larger 
number of medical problems, including liver cirrhosis, in 
spite of the fact that women alcoholics drinking careers 
are generally shorter than males and are associated with 
less consumption. The number of women seeking professional 
help for alcohol related problems has also increased 
(Braiker, 1984). Saunders et al (1993) found that 
significant differential predictors of relapse in male and 
female alcoholics were gender specific differences in 
cognitive processing. This is particularly important since 
women often self-report cognitive inefficiency during the 
pre-menstrual phase of the cycle, yet there is little 
evidence from formal psychometric test findings that 
concurs with these self-reports (Richardson, 1991) .
6.3 Alcohol consumption and the menstrual cycle
The possibility that the menstrual cycle influences the 
consumption of alcohol has been investigated for many years 
with mixed results. As early as 1971, Belfer et al (1971) 
conducted a study using alcoholics as subjects compared to 
controls and found that alcohol consumption increased in 
both groups during the pre-menstrual phase of the cycle in 
59% of subjects. In alcoholic women this was interpreted as
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being a meaningful contribution to the process of relapse.
Harvey and Beckman (1985), in contrast, found that in a 
cohort of social female drinkers, actual level of 
consumption actually reduced during the pre-menstrual part 
of the cycle.
More recently, Charette et al's (1990) study found that 
menstrual phase had little significant affect on the level 
of alcohol consumption.
The results of a study by Allen (1996) has suggested that, 
on the basis of self-report questionnaires, that clinicians 
treating abstinent alcoholic women need to be aware that 
there is an increased risk of relapse during certain phases 
of the menstrual cycle, though this study had a number of 
methodological flaws.
Interestingly, Halliday et al (1986), found that women 
attending a clinic for pre-menstrual syndrome were more 
likely to abuse alcohol compared to women being treated for 
other complaints.
The role of changes in sex steroid hormone levels has been 
studied extensively though, once again, the findings are 
rather inconsistent.
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Johnson (1991) examined the possible relationship between 
phase of the menstrual cycle and variations in peak blood 
alcohol levels (BAL). Johnson concluded that peak BAL was 
highest during the pre-menstrual phase. Other researchers, 
most notably Frieze and Schafer (1984), contend that BAL is 
highest immediately prior to the beginning of menstrual 
flow.
Littrell's (1991) study suggested that BAL was higher both 
during the pre-menstrual phase and during ovulation. Heath 
(1993) has claimed that hormone status has a global effect 
on BAL during all phases of the menstrual cycle.
Though there is much research being conducted on the role 
of the menstrual cycle at the physiological level on 
relative consumption of alcohol, recent reviews have 
suggested strongly that the menstrual cycle does not have 
a significant effect on alcohol pharmacokinetics in 
females. Indeed, many studies that have supported a 
pharmacokinetic aspect to changes in alcohol consumption as 
a function of menstrual cycle phase have been severely 
criticised on methodological grounds (Sutker et al, 1987) .
It has been observed that when a superordinate motivating 
concern, such as pregnancy occurs, both non-alcoholic and 
alcoholic women have been observed to reduce their actual 
consumption of alcohol considerably (Little and
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Streissguth, 1978).
6.4 Menstrual cycle changes in cognitive efficiency
Descriptions of decreased cognitive efficiency are common 
among women before and during menstruation (Richardson, 
1991). In contrast, objective measures of psychological 
performance do not support these subjective notions (Golub, 
1976). Using a battery of verbo-spatial and visuo-spatial 
neuro-psychological tests, Gordon and Lee (1993) found no 
difference in cognitive performance between women who took 
oral contraceptives, and those who had regular cycles but 
did not use oral contraceptives. Further these two groups 
did not differ significantly from a third group who had 
amenorrhea. More importantly, no differences were observed 
in test performance over the different phases of the cycle. 
Findings of this nature generally contradict the position 
of a hormonally mediated deleterious effect on cognitive 
performance during the menstrual cycle. Richardson (1991) 
using a paired-associate learning paradigm, found no 
difference in recall performance across different phases of 
the menstrual cycle, and also found no relationship between 
self-report of pre-menstrual symptomology and actual 
performance on the objective memory task.
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6.5 The criteria for a sensitive psychometric test that is 
also psychodynamically robust
It seems clear that a dissociation appears to exist between 
the self-report of pre-menstrual symptomology and actual 
cognitive performance. A limitation in the approaches 
examining postulated differences in cognitive performance 
over the cycle and the subsequent failure to find cognitive 
cyclical differences may lie in the limited scope of a 
purely information-processing approach to the area. More 
succinctly, where subjective belief structures are 
implicated in tests of recall, paired-associate and word 
list paradigms may not be sensitive to differences that may 
exist over the cycle, which are contextually related to 
individual subjective belief structures which are likely to 
be related, at least in part, to personality factors.
To access contextually appropriate recall differences the 
paradigm of choice should be (1) personally relevant, (2) 
yet provide an objective measure of recall performance, and 
(3) be sensitive to personality factors. This approach also 
offers the opportunity to move beyond the realm of 
information-processing in the cognitive science sense to a 
more psychodynamic approach to the mechanisms which may 
affect cyclical recall performance. In this way the occult 
processes of mental defence may be made accessible and 
their influence elucidated. The implication here is that we 
can investigate factors that are salient to
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psychopathology. In essence, a shift from cognitive science 
information-processing to psychodynamic information- 
processing represents a shift from isolated theory to 
theoretical and psychotherapeutic application.
6.6 Trait anxiety as an explanatory metaphor
Consider this position in relation to trait anxiety, 
generally believed to be an enduring personality trait. An 
association between trait anxiety and pre-menstrual 
symptomology has not been well supported. A possible 
explanation is that trait anxiety concords more readily 
with psychological and behavioural symptoms rather than 
physical symptoms. Since trait anxiety largely determines 
an individuals state anxiety response to a stressful event 
(Eysenck, 1982), the anticipation of the onset of 
menstruation can be considered a source of 'internal' 
stress and can be considered subject to the same processes 
of threat coping strategies as an external stress. Though 
state anxiety has been observed to be higher during the 
pre-menstrual compared to the inter-menstrual phase of the 
cycle (Golub, 1976), there is, as yet, little evidence to 
support the idea that this form of cyclical stress has any 
effect on cognitive performance (Richardson, 1991) . There 
is, however, one important distinction between internal and 
external sources of stress, where an external stressor can 
be dealt with by a variety of coping strategies (e.g. 
avoidance, fight/flight reaction), an internal threat such
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as the onset of menstruation is subject, for a large number 
of women at least, to a reduced repertoire of coping 
responses which are invariably psychological, since there 
is no physical avoidance mechanism.
6.7 Repression and the menstrual cycle
The psychological mechanisms which reduce anxiety include 
repression, suppression, projective identification, 
introjection, sublimation, denial and rationalisation. 
Heilbrun and Renert (1988) found that women used 
rationalisation as a coping strategy to deal with the 
perceived threat of menstruation and explained this finding 
in terms of the defence of rationalisation provides the 
only method of anxiety reduction when the source of stress 
is both physically (menstruation) and psychologically 
(cannot be denied or repressed) unavoidable.
Though there were undoubtedly some methodological questions 
raised over the measures used in Heilbrun et al's study, in 
particular to the quantification of mental defence 
concepts, especially repression, this study's essential 
contribution was to highlight the role of mental defence 
mechanisms with regard to the menstrual cycle. This is 
important because anxiety and strategies for its reduction, 
have a measurable effect on the efficiency and availability 
of information-processing resources and consequently the 
mechanisms of encoding, consolidation and retrieval of
436
material held in memory (Gregg, 1986). Using a fused 
dichotic listening task, Altemus et al (1989), found 
evidence for perceptual asymmetry between the pre-menstrual 
and postmenstrual phases of the cycle and that women with 
a 'repressor' personality, determined by a conjunction of 
low trait anxiety and high defensiveness demonstrated less 
cyclical difference in performance on the task than non­
repressors. In effect, personality coping style interacted 
with the phases of the menstrual cycle. This study provided 
empirical support for the importance of personality style 
determined by a mental defence characteristic (repression) , 
to be considered as an influential variable in cognitive 
performance over the phases of the menstrual cycle. 
Weinberger et al (1979) also observed a psychophysiological 
dissociative effect in individuals defined as 'repressors'. 
It was observed that though such individuals reported low 
levels of trait anxiety, their scores on a variety of 
physiological indices such as facial myogram demonstrated 
responses characteristic of high levels of anxiety. 
Relating this to Eysenck's suggestion of trait anxiety 
level determination of state anxiety response to a 
stressful situation, it is plausible to postulate that in 
some women (repressors), a dissociation will occur as a 
consequence of menstrual distress between subjective 
psychological and physiological experience.
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6.7.1 Implications for a menstrual influence on repression
Repression is a key concept in psychoanalytic and 
psychodynamic theory, any evidence of variation in 
cognitive performance over the menstrual cycle as a 
function of repression defence has major implications for 
both, (1) women entering psychotherapy (and implications in 
terms of gender differences in treatment outcome), and (2) 
gender related differences in psychopathology. This is an 
important point since menstrual symptoms have been 
interpreted within narrative models of explanation as a 
means of communicating unconscious messages, particularly 
between mother and daughter (Bonnet, 1994).
Using an object relations framework, Stein's (1988) 
psychoanalysis of a 24 year old female student explored the 
fear of the content of the inside, in particular menstrual 
blood, the uterine cavity and the symbolic reification of 
the pregnancy-abortion cycle as a means of interpreting the 
analysand's separation anxiety. In terms of interpretation, 
menstruation represents a functional non-equivalence 
between females and males. It has been found that women who 
have been sexually assaulted report greater pre-menstrual 
discomfort (Miccio-Fonseca et al, 1990). A possible 
interpretation of this finding is that an autobiographical 
event that is associated with trauma (e.g. rape) may be 
sublimated into the physiological sensation of increased 
self-report of pre-menstrual discomfort, since this is not
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only exclusively symbolic of female vulnerability but, has 
also been found to be interpreted by some men as a refusal 
of sexual intercourse (Laws, 1992). In essence, a very 
powerful communication to the gender perpetrator as an 
object relation may well lie outside the realm of conscious
3 T.7a r-p n P p. P.
Glassman et al (1991) found that bulimic women with 
menstrual dysfunction reported significantly more childhood 
sexual abuse than bulimic women with normal menstrual 
cycles. This may be indicative of a link between childhood 
trauma and adult physiological experience, in effect 
menstrual dysfunction represents the somatasized childhood 
traumatic event. Autobiographical memory and the 
accompanying processes of autobiographical recall 
represent, perhaps most strongly, the processes of 
'reconstructive' recall. In effect there are no 'deep 
frozen' memories to be retrieved, moreover the process of 
reconstruction of memory traces occurs in context and is 
subject to contextual influences, whether this be in 
therapy, a social setting, or elsewhere (Martin and Hewitt, 
1996).
Though psychoanalysis offers an extreme example of 
autobiographical recall in a environment of flux, it is 
also clear that to the other extreme, the tonal quality of 
a question, the choice of verb, or point of emphasis of a
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question, will influence recall of an autobiographical 
event (Loftus, 1979).
The point is therefore emphasised that investigation of 
possible cognitive differences in memory over the menstrual 
cycle, should make use of tasks that have personal 
relevance.
6.7.2 Menstrual mediation of repressive defense and 
contemporary models of information-processing
A cyclical influence in the defense of repression is 
important to investigate, since the modulation of the 
emotional intensity of recollections may have wider 
application to higher order cognitive function such as 
problem solving. To be more specific, in information- 
processing terms, the consequence of a 'fluctuating' 
repression mechanism as a function of cyclical variation on 
the intensity and proximity of nodal connections that form 
cognitive schemata ('packets of information'), is likely to 
result in an increase in variation in cognitive 
performance, particularly when the contents of the 
cognitive schemata are instructions for rule-based 
processing and concept manipulation (Power and Brewin, 
1991) . However, as stated earlier, such variations may be 
too discrete to be observed within the parameters of 
traditional cognitive testing.
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6.8 Pre-menstrual syndrome and autobiographical memory
Barclay et al (1991) investigated autobiographical memory 
in women with pre-menstrual syndrome (PMS) compared to a 
matched control group. Memory was found to be poorer for 
women with PMS compared to controls, but no variations 
across the phases of the menstrual cycle were observed in 
memory performance. A critique of Barclay et al's study was 
the small subject set (N=8), and the period of 
autobiographical recall was related to diary records kept 
by subjects for two months during the course of the study.
Philips and Sherwin (1992) used a recall task that may be 
considered analogous to the processing of autobiographical 
recall. They found evidence to suggest that menstrual cycle 
phase did have an influence on recall performance, though 
their results were interpreted within a the context of 
neuro-endocrinology rather than a psychological framework.
It has been emphasised that the development of mental 
defenses and in particular a repressive coping style occur 
during childhood. It has also been suggested that recall of 
childhood memories can discriminate repressors from non­
repressors. It seems intuitive therefore in terms of task 
appropriateness, that a salient criterion for memory 
paradigm design should be that recall should be related to 
memories of childhood.
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6.9 Psychopathology other than alcoholism associated with 
the menstrual cycle
Evidence that the menstrual cycle may be involved in the 
aetiology of alcoholism in women has been speculated upon, 
but the findings are equivocal (Charette et al, 1990) . 
There is compelling evidence however, that menstrual cycle 
variation is a proximal determinant of psychopathology 
including anorexia nervosa and bulimia nervosa (Cohen, 
1993).
6.10 Summary
There is much evidence to suggest that menstrual cycle 
phase may be influential in determining consumption level 
of alcohol. There is also evidence to suggest that the 
menstrual cycle may be implicated, in some cases, in the 
development of alcoholism in women. There is further 
evidence to suggest that menstrual cycle phase may have an 
impact of recall processes, particularly for 
autobiographical memories. Case studies from psychoanalysis 
suggest that there may be a link between menstrual cycle 
phase and the mechanism of repression.
It would seem that an examination of the effect of 
menstrual cycle phase on the recall of autobiographical 
memories may provide valuable insights into the mechanism 
of repression and its relationship to alcohol consumption. 
If the mechanism of repression was found to vary over the
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menstrual cycle it is likely that there would be major 
theoretical and clinical implications in the understanding 
of gender differences in mental defense function and the 
relationship to psychopathology.
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6.11 Experiment six
The present study seeks to investigate the role of the 
repressive coping style on the recall of childhood memories 
in women during phases of the menstrual cycle.
The following hypotheses will be addressed:
1. Repressor transience: During the menstrual cycle 
the subjective experience of internal threat 
(pre-menstrual phase) will cause dynamic
fluctuation in the repressive defense response. 
It is predicted that some individuals defined as 
repressors during one phase of the cycle will be 
non-repressors in another phase of the cycle.
2. Repressors will recall fewer negative memories 
than non-repressors.
3. Repressors will be older for age of earliest
childhood memories than non-repressors.
4. Repressors will be slower to recall negative
memories compared to non-repressors.
5. Coping style will interact with cycle phase to 
cause differential recall performance.
6. The null hypothesis that alcohol consumption does 
not change over the menstrual cycle will be 
tested.
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In addition to the above hypotheses, measures of perceived 
personal control will be taken from subjects to investigate 
the role that locus of control (Rotter, 1966; see also 
Chapter 5) orientation may have in distinguishing between 
both coping styles and cycle phases. No previous study has 
been conducted to examine locus of control in relation to 
the types of coping style investigated in this study, it 
would seem intuitive to suggest that an individuals 
repertoire of coping strategies would be influenced by an 
evaluative belief system emphasising personal control. The 
results of the very few studies that have investigated 
control orientation in relation to the menstrual cycle have 
produced equivocal findings.
Christensen et al (1992) found that women with pre­
menstrual dysphoria could be discriminated from controls by 
their locus of control orientation. In contrast, Harding 
(1989) found a difference in 'internal' locus of control 
scores between general anxiety patients and matched 
controls even though the general anxiety patients reported 
a greater level of pre-menstrual symptomology.
Martin and Otter (1996), in a review of locus of control 
orientation in relation to a variety of 
addictive/appetitive behaviours, present a compelling case 
for the usefulness of the locus of control construct in 
investigating individual differences in relation to
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psychopathology and pathology.
6.12 Method
In order to test the influence of the menstrual cycle on 
repressive defence, it is an essential requirement that 
subjects remain naive to the experimental hypotheses. The 
study design involved multiple observations and necessarily 
a high commitment from subjects in order to gain a useful 
data set. In order to satisfy these requirements the study 
was advertised as an "Investigation into eating control in 
women". Subjects thus remained naive regarding the 
experimental hypotheses since information regarding each 
subjects cycle was gained as part of a screening procedure 
for the eating control study. The subjects were required to 
keep a daily record of their dietary consumption including 
alcohol. A female researcher conducted the eating control 
study, since this would be written up as a legitimate 
research paper. On three occasions, coinciding with the 
follicular, luteal and pre-menstrual phase of the cycle, 
the author performed the memory tests and administered the 
self-report questionnaires, subjects being informed that it 
was "of interest to see if there was a link between eating 
behaviour and memory".
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6.12.1 Design
The experiment had a mixed design. The independent 
variables were (1) cycle phase, these being follicular (day 
9), luteal (19/20) and pre-menstrual (day 26), (2) subject 
coping style, either repressive, low anxious, high anxious 
or defensive high anxious (3) recall cue, these being the 
words general (any memory) , happy, sad, hurt, fear and 
anger. In summary a 3 x 4 x 6 design with repeated measures 
on the cycle phase and recall cue condition (first and 
third factors). A fourth independent variable, time, 
emotional intensity at time of experience and at recall, 
will be used in examining dependent variable 4, this being 
analyzed i n a 3 x 4 x 2 x 6  design with repeated measures 
on factor one and the last two factors. The dependent 
variables were (1) number of memories recalled, (2) age of 
earliest memory, (3) time in seconds to recall first memory 
and (4) intensity of emotion associated with earliest 
memory. A mood assessment scale, the Locus of Control of 
Behaviour Scale (LCB, Craig et al, 1984) and the Internal- 
External Locus of Control Scale (LOC, Rotter, 1966) was 
administered to the subjects and analysed in a 3 x 4 mixed 
design. Time of testing over the menstrual cycle (phase 
allocation) was counter-balanced to prevent carry-over 
effects. Since the cycle phase timing was crucial, and the 
testing had to accommodate participants life styles, a 
complete set of three observations would take up to ten 
weeks to complete.
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6.12.2 Subjects
30 female subjects were recruited from advertisements 
placed within the colleges of Roehampton Institute London, 
and Birkbeck College, University of London, for a study 
looking at an "Investigation into eating control in women". 
A newspaper advertisement was also used to attract 
subjects. Subjects were required to have a normal menstrual 
cycle. The exclusion criteria for non-participation in the 
study are exhaustive and are described in Appendix XXIII. 
Subjects satisfying the inclusion criteria for 
participating in the study were informed that they would 
receive individual feedback on their dietary intake 
following dietary analysis when the study was completed. 
The mean age of subjects was 29.74 (sd=6.27) . Subjects were 
all volunteers and were not paid for their participation.
6.12.3 Apparatus and materials
A digital stopwatch was used to measure response latencies. 
Pencil and paper were used to record recall performance 
data.
Pre-test
The Marlowe-Crowne Social Desirability Scale (Crowne and 
Marlowe, 1964), Manifest Anxiety Scale (Bendig, 1956), a 
general mood assessment scale (Appendix II), the Locus of 
Control of Behaviour Scale (Craig et al, 1984) and the 
Internal-External Locus of Control Scale (Rotter, 1966)
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were administered to each subject. Socio-demographic data 
were recorded.
6.12.4 Procedure
Subjects were run individually in a quiet room by the 
experimenter. All instructions were presented verbally by 
the experimenter. Subjects were informed that the 
experiment was designed to explore ability to recall events 
from childhood. The experimental procedure was described 
(see Appendix VII for instructions read to subject) and any 
outstanding questions were dealt with. When the 
experimenter was satisfied that the subject understood the 
experimental procedure the session began.
General recall
The general recall condition was always conducted first 
following Davis and Schwartz (1987). Subjects were asked to 
think back to childhood up to 14 years of age to recall any 
memories up to age 14. The content of the memory was 
immaterial. They were informed that specific details of the 
memory were not required in order to minimize the 
possibility of subjects recalling but not reporting 
memories because of embarrassment. Subjects were asked to 
knock on the table when they thought of a memory of 
childhood and asked to write down the memory in a few words 
and then to think back to childhood to recall further 
experiences. This was recorded by the subject using paper
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and pencil. The time in seconds to recall was recorded by 
the experimenter. Latency for the recall of the first 
memory only was taken. Subjects were given 60 seconds to 
recall memories. The experimenter recorded the total 
number of memories recalled.
Emotion cued recall
Subjects were asked to think back to childhood up to 14 
years of age and informed that they would be required to 
recall memories of a specific emotional content. There 
would be five recall conditions, each with a different 
emotion. The specific emotions were happy, sad, hurt, fear 
and anger. Happy, sad, fear and anger (Davis and Schwartz, 
1987) were used as cues as these emotions are considered to 
be primary emotions (Izzard, 1977) . The cue word hurt was 
used as it was found by Myers et al (1992) to differentiate 
repressors from non-repressors in recall performance. Order 
of presentation of emotional cues was random across 
subjects. No elaboration was given as to the definition of 
the emotion. Subjects were asked to knock on the table when 
they thought of a memory of childhood associated with the 
emotion cue and asked to write down the memory in a few 
words and then to think back to childhood to recall further 
experiences. Subjects were given 60 seconds to record as 
many memories as possible. The experimenter recorded the 
latency of the first memory recalled only. The experimenter 
also recorded the total number of memories recalled. After
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recall the experimenter used notes taken during the trial 
to prompt the subject to describe the intensity of the 
emotion at the time of experience occurred in childhood for 
the earliest memory and also the intensity of the emotion 
at the time of recall. These were scored on a 7 point scale 
ranging from 1 = mildly, to 7 = extremely intense. This 
procedure was then repeated for the four remaining emotion 
cues.
Measures of alcohol consumption
Measures of alcohol consumption were standardised to units. 
The measure of consumption was taken as the number of units 
consumed over five days of each phase. Though this measure 
was satisfactory for the luteal and follicular phases, the 
pre-menstrual phase generally included day one of the 
menstrual phase to ensure there was no confound due to a 
reading from the last day of the luteal phase being entered 
as a pre-menstrual observation.
6.12.5 Results
Initial mood ratings
A multivariate analysis of variance (MANOVA) was performed 
on the initial mood data of each cycle phase with coping 
style as the independent variable. No significant 
differences were found in mood between coping style at the 
follicular phase (Hotellings=0.97, F=1.06, df=18, p=n/s), 
the luteal phase (Hotellings=0.60, F=0.66, df=18, p=n/s),
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or the pre-menstrual phase (Hotellings=0. 63, F=0.68, df=18, 
p=n/s) of the cyle. A further MANOVA was conducted to 
determine if mood changed over the cycle. This revealed 
that there no significant changes in mood over the cycle 
(Hotellings=5.92, F=0.84, df=54, p=n/s).
Manifest Anxiety Scale
The mean, median and standard deviation of manifest anxiety 
scale (BMAS) scores are shown in Table 6.1. A one-way 
analysis of variance was performed on the data and revealed 
that there was no significant differences in manifest 
anxiety over the three phases of the cycle F (2,5g ) =1.03^  
p=n/s indicting the relative stability of the measure as an 
index of trait anxiety.
Cycle Phase Mean Median Standard
Deviation
Follicular 6.07 5.00 4.49
Luteal 6.23 5.00 4.41
Pre-menstrual 6.50 5.00 4.38
Combined
Phases
6.27 4.67 4.32
menstrual cycle.
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Marlowe-Crowne Social Desirability Scale
The mean, median and standard deviation of MCSD scores are 
shown in Table 6.2. Following a one-way analysis a 
variance, no significant differences were found between 
scores of defensiveness, F (2,6$)=0.16, p=n/s. Stability of
u j- a. J. u
indicated.
Cycle Phase Mean Median Standard
Deviation
Follicular 15.57 16.00 5.22
Luteal 15.38 15.00 5.40
Pre-menstrual 15.27 16.50 4.83
Combined
Phases
15.40 15.67 4.87
menstrual cycle.
Categorisation of coping styles
Mauchly sphericity tests were performed on the BMAS 
(W=0.957, chi-square=l.24 with 2 degrees of freedom, p=n/s) 
and MCSD (W=0.971, chi-square=0.82 with 2 degrees of 
freedom, p=n/s) scores. These analyses indicate that both 
the BMAS and MCSD data sets satisfy the criteria of 
homogeneity of variance for parametric analysis. In view of 
this, the mean scores are taken as the measure of central 
tendency to facilitate subject allocation to coping style 
categories. This represents a departure from previous 
studies investigating the repressive coping style which
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have used the median-split as the arbitrary cut-off 
criteria between categories. Though it can be seen from the 
MCSD scores that choice of median or mean scores would have 
little influence on category allocation, the BMAS scores 
reveal a difference score of 1.60 between the mean and 
median scores. It should be noted that this difference 
would be of possible influence in the categorisation of two 
subjects only. Subjects were then allocated to each coping 
style category using the mean scores of the BMAS and MCSD 
taking as the mean the highest mean of the cycle 
(BMAS=6.50, MCSD=15.57). Though cut-off points are
arbitrary, taking the highest mean over the cycle prevents 
a confounding of category change over the cycle, though 
examination of the raw data reveals this to be a potential 
rather than actual problem. Scores below both the mean 
scores of the BMAS and MCSD were categorised as low anxious 
and scores above both mean scores were categorised as 
defensive high anxious. Scores below the mean on the BMAS 
and above the mean on the MCSD were classified as 
repressors while scores above the mean on the BMAS and 
below the mean on the MCSD were categorised as high 
anxious. The number of subjects allocated to each coping 
style is shown in Table 6.3, p.455.
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Coping Style
Low Anxious High Anxious Repressor Defensive 
High Anxious
9 5 9 7
Table 6.3 Number of subjects allocated to each coping style 
category
Coping Style 'Polymorphism'
Using the categorisation technique described above it was 
discovered that a large minority of subjects N=ll (>30%) 
changed coping style during different phases of the cycle. 
Cyclical effects in coping style classification have not 
been observed previously. Of these 11 subjects 5 (16%)
appear to be repressor dominant ie. repressors during two 
phases of the cycle and low anxious during the third phase. 
I have termed this observation 'coping style polymorphism' 
and, in the case of repressor dominance, 'repressor 
polymorphism'. This finding will be addressed in the 
discussion.
Age of earliest memories retrieved
The age of earliest memory data was subjected to a 4 
(coping style) x 6 (emotion type) x 3 (cycle) factorial 
analysis of variance with repeated measures on the emotion 
type and cycle factors. The means and standard deviations 
of the age of earliest memory as a function of coping style 
type and cycle phase are shown in Table 6.4, p. 457, for the 
purposes of brevity, emotion types have been collapsed into
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categories of general, positive (happy) and negative (Mean 
of sad, hurt, fear and anger). No main effect of coping 
style type was observed, F(3,26)<1, p=n/s, indicating that 
age of earliest memory retrieved did not vary between 
coping style categories. Observation of the cell means 
indicates a trend for repressors to be older than all the 
other coping style groups for age of earliest negative 
memory retrieved, however, this trend did not attain 
statistical significance since no interaction was observed 
between coping style and emotion cue type, F (15,130)=1.09, 
p=n/s. A main effect was observed for cycle phase however, 
F (2,52)=3.61, p<0.05, with age of earliest memory being 
significantly earlier in the luteal phase compared to the 
follicular and pre-menstrual phases (Figure 6.1, p.458). A 
significant main effect of emotion cue type was observed 
with general and happy cued memories being earlier than 
those memories recalled by the negative emotion cues, 
F (5,130)=18.04, p<0.001. No higher order interactions were 
observed.
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Within-Subj ects 
Factors
Coping Style
Cycle
Phase
Emotion Low
Anxious
High
Anxious
Repressor Defensive
H.
Anxious
Follicular General 5.33
(2.35)
4.20
(1.92)
3.67
(0.87)
4.57
(1.62)
Positive 4.56
(1.24)
6.00
(3.54)
4.22
(1.39)
5.00
(2.38)
Negative 7.14
(1.68)
6.70
(1.16)
8.00
(1.87)
7.25
(2.44)
Luteal General 4.00
(0.67)
3.50
(1.22)
4.56
(1.42)
4.71
(2.63)
Positive 5.11
(2.09)
5.17
(1.94)
4.33
(1.66)
5.14
(1.46)
Negative 7.18
(2.29)
5.96
(1.11)
7.64
(1.68)
6.36
(1.87)
Pre­
menstrual
General 4.90
(2.18)
4.00
(1.41)
4.78
(2.49)
4.14
(0.69)
Positive 6.00
(2.83)
6.00
(2.34)
4.89
(1.83)
5.71
(1.60)
Negative 7.13
(1.96)
5.80
(0.65)
7.94
(1.80)
7.57
(2.36)
Table 6.4 Mean age of earliest memory retrieved as a
function of cycle phase, coping style, and emotion type, 
standard deviations in parentheses.
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Age of earliest memory as a function 
of cycle phase
c 6.0
Follicular Luteal Pre-menstrual
Menstrual Cycle Phase
Figure 6.1
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Latency to retrieve first memory
The latency to retrieve first memory data was subjected to 
a 4 (coping style) x 6 (emotion type) x 3 (cycle) factorial 
analysis of variance with repeated measures on the emotion 
type and cycle factors. The means and standard deviations 
of the latency to retrieve first memory (in Seconds) as a 
function of coping style type and cycle phase are shown in 
Table 6.5, p.4 61. Once more, for the purposes of brevity, 
emotion types have been collapsed into categories of 
general, positive (happy) and negative (mean sad, hurt, 
fear and anger). Though repressors were generally slower to 
retrieve negative memories compared to the other coping 
style groups, the differences observed were too small to 
result in a main effect of coping style type, F (3,26)=0.85, 
p=n/s. However, an interaction was observed between coping 
style type and emotion cue type, F (15,130)=1.79, p<0.05, 
indicating that whereas repressors were generally faster to 
retrieve first memories under the general emotion cue 
condition than other groups, repressors were slower than 
other groups to retrieve negatively cued memories (Figure 
6.2, p. 462) . This finding does need to be interpreted with 
caution since a Mauchly sphericity test revealed a 
potential violation of the homogeneity of variance 
assumption, W=0.199 with 14 degrees of freedom, p<0.01, on 
this interaction. A Greenhouse-Geissser epsilon correction 
was performed on the data and modified degrees of freedom 
calculated. A re-analysis of the data revealed this
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interaction to be marginal, F (10.87,130)=1.79, p=0.067, 
suggesting that generalisation from these findings be 
tempered with caution. A main effect of emotion cue type 
was observed following Greenhouse-Geisser epsilon 
correction, F (3.62,130)=3.71, p<0.05, demonstrating recall 
latencies were generally faster when cued by the general or 
happy recall cues compared to the negative emotion cues. An 
isolated contrary finding was, however, that the happy cue 
during the pre-menstrual phase produced a surprisingly long 
retrieval latency (the slowest cue bar the sad emotion 
cue). This anomalous finding was not however supported by 
an interaction between cycle phase and emotion cue type, 
F ( 10,260)=1.17, p=n/s. No main effect of cycle phase was 
observed, F (2,52)=0.80, p=n/s, though there was a non­
significant trend for recall latencies to be slower during 
the pre-menstrual phase compared to the follicular and 
luteal phases. No other higher order interactions were 
observed.
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Within-Subj ects 
Factors
Coping Style
Cycle
Phase
Emotion Low
Anxious
High
Anxious
Repressor Defensive
H.
Anxious
Follicular General 5.05
(3.81)
5.50
(2.64)
3.77
(1.83)
3.20
(1.41)
Positive 2.81
(1.52)
6.94
(6.82)
5.27
(3.78)
4.17
(2.44)
Negative 5.55 
(3.91)
7.80
(1.82)
8.60
(5.77)
6.52
(3.40)
Luteal General 6.02
(3.90)
4.10
(2.15)
3.19
(1.45)
4.62
(1.58)
Positive 10.02 
( 8.03)
3.65
(2.64)
4.34
(2.49)
3.31
(1.61)
Negative 8.45
(7.90)
7.76
(3.68)
8.67 
(3.89 )
5.47
(2.22)
Pre­
menstrual
General 6.51
(9.44)
3.42
(0.69)
4.64
(2.01)
4.70
(1.15)
Positive 8.83
(9.19)
12.32
(12.71)
7.26
(6.36)
4.12
(1.68)
Negative 8.22
(9.52)
6.28
(1.33)
8.25
(3.88)
7.46
(3.04)
Table 6.5 Mean latency to retrieve first memory as a
function of cycle phase, coping style, and emotion type, 
standard deviations in parentheses.
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Number of memories retrieved
The number of memories retrieved data was subjected to a 4 
(coping style) x 6 (emotion type) x 3 (cycle) factorial 
analysis of variance with repeated measures on the emotion 
type and cycle factors. The means and standard deviations 
of the number of memories retrieved as a function of coping 
style type and cycle phase are shown in Table 6.6, p.4 64, 
(once more, for the purposes of brevity, emotion types have 
been collapsed into categories of general, positive (happy) 
and negative (mean sad, hurt, fear and anger) . A trend was 
observed for repressors to retrieve fewer negative 
memories, however, these differences were small and neither 
a main effect of coping style, F(3,26)<1, p=n/s, or a 
coping style by emotion cue type, F (15,130)=1.43, p=n/s, 
was observed. No main effect of cycle phase was observed, 
F (2,52)=0.32, p=n/s. A main effect of emotion cue type was 
observed, F (5,130)=67.66, p<0.001, with the general emotion 
cue facilitating the largest number of memories retrieved, 
while the happy emotion cue prompted the retrieval of more 
memories than any of the negative emotion cues. A 
marginally significant interaction, F (30,260)=1.48, 
p=0.057, was observed between coping style, cycle phase and 
emotion cue type, however, a Mauchly sphericity test 
W=0.0124, df=54, p<0.01, indicated that, on this
interaction of variables the homogeneity of variance 
assumption was violated. A Greenhouse-Geisser epsilon 
correction was performed and the interaction recalculated
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on modified degrees of freedom. Following this correction, 
F (17.98,260)=1.48, p=n/s, no significant interaction was 
observed and this finding will not, therefore, be commented 
on further. No other higher order interactions were 
observed.
Within-Subj ects 
Factors
Coping Style
Cycle
Phase
Emotion Low
Anxious
High
Anxious
Repressor Defensive
H.
Anxious
Follicular General 9.00
(5.00)
8.40
(1.52)
11.56
(3.54)
11.00
(3.00)
Positive 8.22
(4.63)
6.40
(3.78)
8.56
(3.97)
8.29
(3.20)
Negative 4.78
(2.25)
3.90
(0.80)
3.42
(1.36)
4.86
(1.36)
Luteal General 9.30
(4.22)
10.83
(3.97)
11.11
(5.16)
9.71
(1.70)
Positive 5.70
(3.27)
5.67
(1.86)
8.22
(2.91)
9.29
(3.64)
Negative 4.33
(2.49)
4.00
(1.15)
3.89
(1.75)
5.36
(1.74)
Pre­
menstrual
General 10.40
(3.81)
8.60
(2.07)
10.67
(2.40)
9.57
(2.37)
Positive 7.90
(5.53)
4.80
(2.68)
7.56
(3.17)
7.43
(3.78)
Negative 4.88
(2.30)
4.10
(1.08)
3.50
(1.19)
5.07
(1.08)
function
of cycle phase, coping style, and emotion type, 
deviations in parentheses.
standard
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Intensity of earliest memories retrieved
The intensity of earliest memory data was subjected to a 4 
(coping style) x 6 (emotion type) x 3 (cycle) x 2 (time) 
factorial analysis of variance with repeated measures on 
the emotion type, cycle, and time factors. The means and 
standard deviations of the age of earliest memory as a 
function of coping style type and cycle phase are shown in 
Tables 6.7, p.467, and 6.8, p.468, (for the purposes of 
brevity, emotion types have been collapsed into categories 
of general, positive (happy) and negative (mean sad, hurt, 
fear and anger) . No main effect of coping style on the 
intensity of memories recalled was observed, F (3,26)=0.25, 
p=n/s. Predictably, a significant effect of time was 
observed with emotional intensity being significantly 
greater at the time of experience than at the time of 
recall, F (1,26)=125.19, p<0.001. No main effect of cycle 
was observed, F (2,52)=0.27, p=n/s. However, a marginal 
interaction between coping style and cycle phase was 
observed, F (6, 52)=2.08, p=0.072 (Figure 6.3, p.464).
Examination of this interaction reveals that though little 
difference existed between groups in emotional intensity 
during the follicular phase of the cycle, during the luteal 
phase of the cycle the low anxious group exhibited 
considerably lower emotional intensity than the other 
groups. During the pre-menstrual phase the high anxious 
group showed the lowest emotional intensity while the 
defensive high anxious group demonstrated the highest.
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Posteriori statistical analysis of this interaction was not 
deemed necessary due to its marginal nature and therefore 
inherent problem of generalisability. A highly significant 
interaction between time and emotion was observed, 
F (3.53,130)=18.16, p<0.001, following a Greenhouse-Geisser 
epsilon correction W=0.300, with 14 degrees of freedom, 
p<0.05, this being explained by the finding that while 
negative events at the time of experience are recalled as 
being more intense than general or positive cued memories, 
at the time of recall the reverse is observed, with general 
and positive cued memories being experienced as more 
intense than those memories recalled under the negative cue 
conditions (Figure 6.4, p.470). The observation of this 
interaction explains the lack of a main effect of emotion 
cue type per se.
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Within-Subj ects 
Factors
Coping Style
Cycle
Phase
Emotion Low
Anxious
High
Anxious
Repressor Defensive
H.
Anxious
Follicular General 5.22
(1.39)
6.00
(0.71)
4.67
(2.35)
4.86
(2.48)
Positive 5.67
(1.22)
4.60
(1.14)
5.89
(1.62)
5.57
(2.23)
Negative 6.14
(0.67)
5.85
(0.63)
5.92
(0.80)
6.36
(0.69)
Luteal General 4.70
(1.49)
6.17
(0.98)
4.89
(2.09)
5.14
(2.04)
Positive 5.22
(1.56)
5.67
(1.03)
5.33
(1.58)
6.29
(0.95)
Negative 5.95
(1.10)
6.12
(0.49)
5.92
(0.91)
6.11
(0.32)
Pre­
menstrual
General 4.50
(1.65)
5.20
(2.49)
5.44
(1.74)
5.43
(1.90)
Positive 5.80
(1.14)
4.00
(1.87)
5.67
(1.73)
6.57
(0.79)
Negative 6.21
(0.70)
5.95
(0.65)
5.78
(0.95)
6.04
(1.22)
Table
retrieved at time of experience, standard deviations in 
parentheses.
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Within-Subj ects 
Factors
Coping Style
Cycle
Phase
Emotion Low
Anxious
High
Anxious
Repressor Defensive
H.
Anxious
Follicular General 3.56
(2.07)
3.60
(2.07)
4.22
(2.11)
3.43
(2.57)
Positive 4.00
(1.87)
3.80
(2.77)
4.22
(2.11)
4.71
(2.43)
Negative 2.56
(1.75)
3.15
(1.54)
2.44
(0.85)
2.61
(1.18)
Luteal General 3.80
(1.99)
2.67
(1.86)
4.56
(2.19)
3.86
(2.27)
Positive 3.33
(1.94)
5.17
(1.17)
4.33
(1.80)
5.14
(2.12)
Negative 2.72
(1.94)
3.54
(1.75)
2.94
(1.80)
2.89
(0.81)
Pre­ General 3.60 2.60 3.89 4.71
menstrual (1.71) (1.52) (2.20) (2.21)
Positive 3.70
(2.00)
3.00
(1.22)
4.78
(2.11)
5.14
(1.95)
Negative 2.53
(1.70)
2.95
(1.44)
2.96
(1.31)
3.00
(0.74)
Table 6.8 Mean emotional intensity of 
retrieved at present time, standard
earliest memory 
deviations in
parentheses.
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Intensity of emotion as a function of coping style 
and cycle phase
V) 4.4 Cycle Phase
H  Follicular 
LZJ Luteal 
W Ê  Pre-menstrual
Low Anxious High Anxious Repressor Defensive H. Anxious 
Coping Style
Figure 6.3
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Interaction of emotion type and time
General Sad
Happy
Fear General Sad Fear
Hurt Anger Happy Hurt Anger
Intensity at Time of Experience 
Figure 6.4
Intensity at Time of Recall
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Re-analysis
A cursory examination of the mean scores on the measures 
thus far presented reveal a number of non-significant 
trends for coping style effects in the directions expected, 
however these coping style effects have not generally 
reached statistical significance during analysis. A 
possible explanation for this is that since differences 
between coping style groups are small, a re-analysis using 
the dichotomous classification of repressor and non­
repressor (condensed group of low anxious, high anxious and 
defensive high anxious subjects) may tease out differences 
being 'swamped' by a four group classification. Though some 
researchers have taken more extreme scores to define groups 
to increase the differences between groups, the trade off 
is diminished generalisability of the findings. Condensing 
groups will, though possibly occluding interesting 
differences that may exist between non-repressor sub­
groups, increase any repression effect while maintaining 
generalisability by maintaining a full and representative 
sample set. Using this re-classification of coping style 
(repressor/non-repressor) a re-analysis of the above data 
was performed. Only significant main effects and 
interactions additional to those above are described.
Age of earliest memories
No additional main effects or interactions observed.
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Latency to retrieve first memory
The latency to retrieve first memory data was re-analysed 
using a 2 (repressor/non-repressor) x 6 (emotion type) x 3 
(cycle) factorial analysis of variance with repeated 
measures on the emotion type and cycle factors. In contrast 
to the marginal interaction elicited in the initial 
analysis, a significant interaction was observed between 
coping style and emotion cue, F (3.75,140)=2.83, p<0.05, 
confirming the initial finding that repressors are slower 
to recall negatively cued memories compared to non­
repressors.
Number of memories retrieved
The number of memories retrieved data was re-analysed using 
a 2 (repressor/non-repressor) x 6 (emotion type) x 3 
(cycle) factorial analysis of variance with repeated 
measures on the emotion type and cycle factors. Following 
a Greenhouse-Geisser epsilon correction, a significant 
interaction was observed between coping style and emotion 
cue type, F (2.88,140)=3.29, p<0.05, demonstrating that
repressors recalled significantly fewer negative memories 
under the negative cue conditions whereas there was little 
difference between groups when the recall cue was either 
general or positive (Figure 6.5, p.473).
Intensity of memories retrieved
No further meaningful main effects or interactions found.
472
$
L_
o
£
0)
0)
E
3
C
(0
0
Number of memories recalled as a function 
of coping style and emotion cue type
Emotion Cue
General
Non-repressor Repressor
Coping Style Type
Figure 6.5
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Locus of Control
The mean and standard deviations of the locus of control 
scores are shown in Table 6.9. Using locus of control as 
the dependent variable, a 4 (coping style) x 3 (cycle) 
analysis of variance with repeated measures on the last 
factor was performed. No main effects of either coping 
style, F (3,26)=1.53, p=n/s, or cycle phase, F(2,52)<1, 
p=n/s were observed. Further coping style and cycle phase 
did not produce an interaction, F (6,52)=1.85, p=n/s.
Factor Coping Style
Cycle
Phase
Low
Anxious
High
Anxious
Repressor Defensive 
High Anx
All
Groups
Follicular 12.44
(4.45)
12.00
(4.24)
11.11
(2.57)
12.86
(4.67)
12.07
(4.11)
Luteal 10.33
(3.87)
13.60
(1.52)
10.67
(4.50)
14.57
(3.87)
11.97
(4.07)
Pre­
menstrual
10.44
(3.91)
13.80
(3.35)
11.67
(2.40)
15.00
(3.42)
12.43
(3.62)
Table 6.9 Mean locus of control scores as a function of
coping style and cycle phase, standard deviations in 
parentheses.
Locus of Control of Behaviour
The mean and standard deviations of the locus of control of 
behaviour scores are shown in Table 6.10, p.475. Using 
locus of control of behaviour as the dependent variable, a 
4 (coping style) x 3 (cycle) analysis of variance with 
repeated measures on the last factor was performed. Main 
effects for coping style, F (3,26)=1.73, p=n/s, and cycle 
phase, F(2,52)<1, p=n/s, were once again absent. However,
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a marginal interaction was observed between coping style 
and cycle phase, F (6,52)=2.12, p=0.06. Examination of this 
interaction reveals that high anxious individuals appear to 
be highly 'external' during the pre-menstrual phase 
compared to the follicular and luteal phases. Low anxious 
subjects on the other hand, seem to be most internal during 
the pre-menstrual phase. Defensive high anxious subjects 
appear to be generally more 'external' across all phases of 
the cycle whereas the repressor group demonstrates little 
difference in control orientation across all phases of the 
cycle presenting a pattern of 'internality' second only to 
the low anxious group.
Factor Coping Style
Cycle
Phase
Low
Anxious
High
Anxious
Repressor Defensive 
High Anx
All
Groups
Follicular 25.44
(6.11)
27.80
(6.50)
25.44
(6.63)
31.14
(8.35)
27.17
(6.96)
Luteal 23.33
(5.79)
28.40
(6.73)
24.67
(5.72)
29.14
(7.08)
25.93
(6.40)
Pre­
menstrual
21.33
(4.64)
32.0(10.
49)
26.56
(5.98)
28.43
(9.36)
26.33
(7.97)
function of coping style and cycle phase, standard 
deviations in parentheses.
Correlation coefficients were calculated for locus of 
control (LOC) and locus of control of behaviour (LCB) 
scores across each phase of the cycle. Mean scores of all 
phases were also calculated and correlated. Analysis was 
performed using Pearson's correlation coefficient. The
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results of these analyses are shown in Table 6.11, p.477. 
The mean locus of control scores collapsed across cycle 
phase revealed no evidence of a significant correlation 
between locus of control and locus of control of behaviour 
Pearson's r=0.151, p=n/s. Examination of control 
orientation at the cyclical level reveals no significant 
correlations between locus of control and locus of control 
of behaviour scores as a function of cycle phase. A 
marginal correlation only was observed between locus of 
control of behaviour at the follicular phase and locus of 
control at the pre-menstrual phase. At the individual scale 
level, correlations between locus of control across the 
cycle were all highly significant. Similarly, correlations 
between the locus of control of behaviour scale across the 
cycle were all highly significant.
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Locus measures (LOC, LCB) by cycle phase (F,L,P)
LOC. F LOC.L LOC.P LCB. F LCB.L LCB.P
LOC. F 0.6141
p<0.001
0.7009
p<0.001
0.1069 
p=0.57 4
-0.0404
p=0.832
-0.2492
P=0.184
LOC.L 0.6141
p<0.001
0.6776
p<0.001
0.3129
p=0.92
0.1493
p=0.431
0.1460 
p = 0 .442
LOC.P 0.7009
p<0.001
0.6776
p<0.001
0.3327
p=0.72
0.2752
p=0.141
0.1600
p=0.398
LCB. F 0.1069 
p=0.574
0.3129
p=0.092
0.3327
p=0.072
0.7994
p<0.001
0.6994
p=0.001
LCB.L -0.404 
p=0.832
0.1493
p=0.431
0.2752
p=0.141
0.7994
p<0.001
0.7775
p<0.001
LCB.P -0.2492
p=0.184
0.1460 
p=0.442
0.1600
p=0.398
0.6994
p<0.001
0.7775
p<0.001
Table 6. LI Pearson's correlation co-efficients between
Key: Locus of control (LOC), Locus of control of behaviour 
(LCB), Follicular (.F), Luteal (.L) and Pre-menstrual (.P).
Alcohol consumption over the cycle
Examination of mean scores reveals that subjects consumed 
the most alcohol during the luteal phase of the cycle 
(Mean=5.27, sd=5.26) and interestingly, least during the 
pre-menstrual phase of the cycle (Mean=4.33, sd=5.01).
Consumption during the follicular phase was between the 
other two phases (Mean=5.13, sd=5.12) . A one-way ANOVA was 
conducted and revealed that there was no significant effect 
of menstrual cycle phase on consumption of ethanol, 
F (2,58)=1.06, p=n/s. The mean scores and standard 
deviations for alcohol consumption over the menstrual cycle 
as a function of group category is shown in Table 6.12, 
p. 478. No main effect of coping style type was observed.
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F (3,26)=0.73, p=n/s. No interaction was observed between 
coping style and cycle phase, F (6,52)=1.06, p=n/s.
Cycle
phase
Coping style
Follicular Low
anxious
High
anxious
Repressor Defensive
high
anxious
Follicular
Luteal
Pre­
menstrual
4.78 (4.26) 
4.33 (4.27) 
3.44 (4.64)
5.60 (7.50)
8.60 (9.45) 
8.40 (8.26)
4.44 (5.88) 
4.11 (3.92) 
3.22 (3.31)
6.14 (4.10) 
5.57 (4.12) 
4.00 (3.96)
Table 6.12 Consumption of alcohol in units over the 
menstrual cycle by coping style type (standard deviations 
in parentheses).
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6.13 Discussion
The results of this study raise significant issues
regarding both the theoretical interpretation of
fluctuation in cognitive performance over the menstrual 
cycle, and issues central to the concepts of repressive 
defence in particular, and coping style in general. Though 
within the context of this study these two aspects are 
implicitly linked, and in some ways inseparable, for 
clarity each aspect will be discussed separately and issues 
surrounding gestalt interactions discussed where
appropriate.
Menstrual Cycle
The finding of a significant effect of menstrual cycle 
phase on the age of earliest memory recovered is 
unexpected. Though it could be argued theoretically that 
search through memory may be hindered by a stressor such as 
pre-menstrual threat, there is, at present, little previous 
evidence to support such a position. Arguably, from both a 
psychological and biological perspective, there is support 
for the notion that the luteal phase of the cycle is the 
least stressed (Golub, 1976) . A very tentative suggestion 
is made that within an information-processing model more 
distant (earlier) memories are more likely to be associated 
with weaker nodal connections and subject to increased 
trace decay. This approach can be readily accommodated 
within semantic-network models of information-processing
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(Bower, 1981; Teasdale, 1983). If weaker nodal connections 
require more elaborative processing, hence demanding more 
cognitive resources, an implicit stressor such as pre­
menstrual phase would place a load on such resources in 
terms of threat management. Recognising that processing 
resources are limited (Ellis and Ashbrook, 1988), it is 
feasible that competition between cognitive resources could 
lead to decreased efficiency in recovering earlier memories 
in addition to semantic nodal proximity and priming 
limitations. Obviously, this kind of effect would be 
occluded on traditional measures of cognitive efficiency 
such as word list mnemonic tasks. Though no main effect of 
coping style was observed for age of earliest memory 
recovered, it is of note to comment that from the cell mean 
data, repressors were older for age of earliest memory 
compared to other coping style groups when recall was cued 
by a negative emotional cue.
It is feasible that the repressive effect is diluted by the 
use of a subject population drawn from the complete range 
of BMAS and MCSD scores rather than taking the extreme 
scores as has been done previously (Weinberger et al, 
1979). However, for the results to be generalisable it is 
desirable to use a representative sample set to move beyond 
the theoretical to the applied implications of differential 
processing of affective information.
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Previous findings that repressors are slower to retrieve 
negative memories is evident from the significant 
interaction between coping style and emotion cue type. 
Interestingly, it was observed in the fear cue condition 
that high anxious subjects had the slowest retrieval for 
fear cued memories. High anxious subjects were however, 
faster to retrieve hurt and anger memories than other 
groups concording more readily with previous research 
findings on negativity and attentional bias (Beck et al, 
1979) and their supporting theoretical basis (Lazarus, 
198 V) . Repressors on the other hand were faster than the 
low anxious and high anxious groups to retrieve general and 
happy memories. This therefore affirms the effect of 
repression to be influential in the negative affect domain 
only. The main effect of emotion cue type with the general 
and happy cue conditions facilitating speedier retrieval 
than the negative cue conditions irrespective of cycle 
phase or coping style, is interpreted with caution in light 
of the significant interaction between coping style and 
emotion cue type but does, however support previous 
findings of inferior retrieval for memories cued by a 
negative probe. Though not supported by an interaction 
between emotion cue type and cycle phase, the observation 
of a surprisingly long retrieval latency for memories cued 
by the happy emotional cue during the pre-menstrual phase 
is worthy of probationary comment. A provisional suggestion 
is the possibility that the implicit threat of the pre­
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menstruum may involve a re-evaluation of the criteria for 
what represents a positive memory since pre-menstrual women 
often report feelings of emotional conflict (Heilbrun and 
Renert, 1988). This may represent a further example of 
competition for cognitive resources and impaired 
information-processing precipitating a recall delay. In the 
case of negative cues, this may not be a salient feature in 
relation to the pre-menstruum, since as stated earlier 
retrieval is consistently slower when negative recall cues 
are used. Obviously, though highly speculative, this 
possibility could be explored further by replication and 
elaboration of the methods used in the current study.
The repressor group recalled fewer negative memories 
compared to other coping style groups, though no main 
effect of group was observed. Again, as with the latency to 
retrieve first memory data, a dilution of any repression 
effect may have occurred due to the coping style 
categorisation process. A possible way to maximise the 
possibility of attaining the differences between groups 
necessary to achieve a main effect of repression could be 
to increase the time allocated for retrieval i.e. from 1 to 
2 minutes. This would allow the subject population to still 
be representative (BMAS and MCSD scores) and yet promote 
generalisability of the findings. Since the repression 
effect is generally believed to be exclusive to negative 
emotions, the use of general and happy recall cues could
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have further diluted the possibility of a main effect of 
group. However, there is an alternative possibility. The 
effect of repression may have been unduly influenced by 
variability in the scores between all the groups. Following 
a re-analysis of the data by re-categorising subjects as 
repressors and non-repressors a significant interaction 
between group (repressor, non-repressor) and emotion type 
was observed demonstrating that repressors recall 
significantly fewer negative memories than non-repressors. 
Unsurprisingly, fewer memories were recalled under the 
negative recall cue conditions, a significant main effect 
of cue type being consistent with previous research 
findings (e.g. Myers et al, 1992).
Conceptual Issues
The intensity of emotion associated with earliest memory 
recalled is of interest in terms of illuminating areas of 
theoretical interest underpinning the concept of 
repression. The notion that repression is an ’all or 
nothing’ phenomena is supported from the initial finding 
that there was no main effect of emotion type or coping 
style. The lack of main effects however does need to be 
interpreted with caution, since a significant interaction 
between emotion type and time was found. This interaction 
is explained by the observation that general and happy 
memories were experienced as less intense than negative 
memories at the time of experience, yet more intense than
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negative memories at the time of recall. Further, a 
descriptive examination of Figure 6.4, reveals that for 
each specific negative memory cued, the higher the degree 
of emotional intensity associated with it at the time of 
experience, the less emotional intensity associated at the 
time of recall (compared between negative emotional cues). 
This is an important point since this pattern of results 
seems to support a modulation/attenuation model of 
repression rather than repression acting as an 'all or 
nothing' phenomenon. The issue then, is that awareness of 
emotional affect may be experienced at the level of 
consciousness and is then acted on by a repressive 
mechanism resulting in partial attenuation of the negative 
affect. This contrasts with a mechanism of suppression 
where conscious effort is made to push the undesired but 
consciously experienced memory out of awareness. Though 
descriptive, these results would not be easily accommodated 
within a trace decay model of forgetting since the 
intensity at the time of recall would, using a trace decay 
model, correspond proportionately to the intensity at the 
time of experience. An alternative explanation and one that 
can incorporate these observations, is the notion of 
repression re-configured within an information-processing 
framework whereby different emotions (particularly 
negative) are associated with emotional cognitive schemata 
with varying degrees of nodal proximity. Such a speculation 
is not unfounded since aberrant schemata have been
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speculated upon in explaining states of negative affect, in 
particular, depressive illness c^d 1986). A
mechanism of repression may therefore represent a 
subordinate structure under superordinate schemata 
influence. Using the duality of subordinate and 
superordinate structures, it is possible to formulate a 
mechanism of repression whereby memories are completely out 
of conscious awareness representing the exclusive action of 
a subordinate mechanism of repression, and alternatively, 
in the case of recovered negative memories, a partial 
repressive effect on the emotional intensity associated 
with the negative memory that is modulated by the interplay 
between the subordinate repression structure, and the 
superordinate cognitive schemata appropriate to the 
particular emotion. This view could be readily incorporated 
within a developmental model of memory in which a primitive 
mental defense of repression during early childhood becomes 
increasingly influenced by the development of higher order 
schematic structures during later childhood. Early negative 
childhood experiences that have failed to be repressed are 
then modulated by developing cognitive and affect driven 
schemata, this influence becoming enduring as the schematic 
structures obtain permanence. Viewed in this way, a 
conceptualisation of repressive and partial repressive 
processes can be consistent with the theoretical base of 
both network and schema models (Bower, 1981), and limited 
capacity models (Ellis and Ashbrook, 1988) of memory.
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The finding of a large proportion of subjects changing 
coping style during different phases of the cycle is of 
keen interest for a number of reasons, principle among 
these being the notion of a repressor personality and also 
specific methodological issues regarding group 
categorisation. This observation has been termed 'coping 
style polymorphism' in order to identify it as a distinct 
phenomena. The supporting evidence for this observation as 
being a distinct phenomena stems from the finding that both 
the BMAS and the MCSD were not subject to cyclical change 
when subjected to a one-way ANOVA. The BMAS and MCSD 
therefore demonstrate acceptable test re-test reliability 
confirming both scales validity as measures of relatively 
stable concepts. However since more than 30% of subjects 
demonstrated coping style polymorphism, the question is 
raised as to the nature of repression, essentially, the 
debate as to whether repression in this context represents 
a cognitive coping style or a personality type, often 
described as the 'repressor personality' . The criteria most 
often used to identify whether what is being measured 
represents a personality type or trait is its stability 
over time (Mischel, 1968). In contrast, a cognitive coping 
style would be more influenced in terms of its function and 
defining features by the interaction between the individual 
and the environment, this being in a constant state of 
flux. It would not be essential for a cognitive coping 
style to assume the mantle of stability necessary for a
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personality type for this reason, therefore a degree of 
transience between coping styles may be expected. Since the 
majority (66%) of repressors remained repressors over all 
three phases of the cycle, the evidence for a notion of a 
’repressor personality' is convincing. Certainly, a 
repressor personality could be well accommodated within 
developmental models of defense organisation whether such 
models be classically psychodynamic, or contemporary schema 
driven. However, the polymorphic subjects represented a 
significant minority of study participants, provoking an 
argument that in some individuals at least, a coping style 
approach to threat evaluation and management is still of 
influence both theoretically, and in practice. Previous 
studies, for the most part have not addressed the issue of 
gender differences in terms of repressive coping. Further, 
no gender differences have been found in defining coping 
style by the methods used in previous studies that have 
used the Weinberger et al (1979) classification. It is 
highly likely, from the results of the polymorphism 
phenomena reported here for the first time, that any 
cyclical differences that do exist between genders are 
masked by random sampling procedures (i.e. randomised 
across the cycle).
The finding of an interaction between coping style and 
cycle phase on the locus of control of behaviour measure 
with the high anxious group being more 'external' during
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the pre-menstrual phase is interesting for a variety of 
reasons. Firstly, high anxious individuals may be described 
as being highly vigilant (Lazarus, 1984) to a perceived 
threat. Since vigilance has been described by Lazarus 
(1984) as an adaptive coping style to chronic perceived 
threat, it is plausible that the high anxious group have 
increased implicit perception without awareness of pre­
menstrual threat compared to the other coping styles, and 
this manifests in the high anxious group reporting being 
more external in their behaviour during this part of the 
cycle. Secondly, since no differences were found between 
groups and cycle phase on the locus of control measure, it 
is plausible to conclude that pre-menstrual stress does 
have an influence on high anxious individuals beliefs about 
their actual behaviour rather than about their perceptions 
of control orientation per se. Indeed, the finding that no 
significant correlations existed between the LOC and LCB 
scales, in spite of significant inter-cycle correlations 
being evident within each scale, it is plausible to 
conclude that the scales are measuring distinct 
psychological phenomena which are more distant conceptually 
from each other than the original validation of the locus 
of control of behaviour scale (Craig et al, 1984) would 
suggest. The LCB results do seem to corroborate, in high 
anxious subjects particularly, findings of women reporting 
feeling more out of control during the pre-menstruum. In 
this regard, the LCB may be a more useful measure than the
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LOC scale since beliefs can be more readily identified with 
behavioural consequences.
The finding that there was no cyclical phase in the 
consumption of alcohol was of interest, since this supports 
the position that, irrespective of the effect of cycle 
phase on cognition, this does not translate to actual 
ethanol consumption. Further support from this position 
came from the finding that coping style category did not 
interact with cycle phase in terms of actual consumption 
yet, from the memory experiment conducted, it is clear that 
both cycle phase and coping style have an effect on 
cognition. An important reservation to this interpretation 
of this finding, however, is that the group cohort were not 
problem drinkers, and the actual level of consumption was 
not particularly high. Indeed, the overall consumption 
figures were not high and a number of the subjects were 
abstinent for the duration of the study. In this respect, 
the findings regarding alcohol consumption need to be 
viewed with caution and within the context of a normal 
cycling, non-problem drinking subject population. However, 
the findings presented do concord with the findings from 
other studies that suggest that the menstrual cycle has 
little influence on ethanol seeking behaviour and 
consumption (Charette et al, 1990).
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6.14 Conclusion
This study provides some support for the notion that cycle 
phase has an influence on cognitive performance as 
evaluated from tests of recall performance. It is suggested 
that significant differences in recall performance as a 
function of cycle phase may be elicited when the task is 
made salient to the subjects by imbuing the experimental 
paradigm with issues of personal relevance. Recall 
performance was discussed in relation to network and schema 
information-processing theories. Differential effects on 
recall performance as a function of coping style type were 
found and these were discussed in relation to the debate of 
whether repression in this context represents a stable 
personality type, or a cognitive coping style.
Cycle phase and cognitive coping style did not have a 
significant effect on overall consumption of alcohol though 
limitations in the study design suggest that this finding 
needs to be treated with caution in terms of 
generalisability.
Though considerable support was found for the concept of a 
'repressor' personality type, a sizable minority of 
subjects exhibited fluctuations in coping style type during 
different phases of menstrual cycle which suggest that the 
notion of a variable coping style in concert to a specified 
threat still has theoretical validity. To this end, the
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notions of 'coping style polymorphism' and 'repressor 
polymorphism' have been speculated upon. On balance, 
greater support is evidenced for the concept of a 
'repressor' personality. Methodological issues important to 
classification of groups and generalisability of findings 
have been discussed. It is strongly suggested that mean 
scores rather than median scores are used to define coping 
styles on the BMAS and the MCSD further, for increased 
generalisability of experimental findings, it is suggested 
that a representative range of subjects rather than those 
with extreme scores are used. However, in view of the 
repressor transience phenomenon observed, the use of 
extreme scores is of important value in the defining of 
'clean' groups for hypotheses testing at the level of 
theory generation, and the observation of group 
characteristic cognitive processes. The issue of perceived 
locus of control and its applied usefulness in relation to 
menstrual cycle and coping style was explored.
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CHAPTER SEVEN 
SUMMARY
'And we forget because we must 
And not because we will'
Matthew Arnold, 1822-1888
7.1 Introduction
The experiments described in this thesis investigated the 
possibility that repression was involved in the development 
of alcoholism. It has been clearly demonstrated, for the 
first time, that repression undoubtedly exists as an 
individual-differences phenomenon that distinguishes 
alcoholics from non-alcoholics and ACOA’s from controls. 
The implications of such findings are far reaching.
This summary of the research conducted is composed of three 
parts. The first part will be a brief review of the main 
findings. Secondly, the implications of the findings and 
the direction of future work will be discussed. Finally, I 
will take this opportunity to indulge myself and very 
briefly, convey my feelings regarding the findings from the 
perspective of a clinician.
7.2 The main findings
It was found during the course of studies conducted that, 
in a population of abstinent alcoholics, compared to 
controls, that alcoholic repressors are significantly fewer
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in number. It was found also that alcoholics who were 
repressors 'repressed' less effectively compared to control 
repressors. Important group differences were found between 
abstinent alcoholic subjects and matched controls in 
repressive defense, as measured by the recall of 
autobiographical memories. Typically alcoholics showed a 
recall profile that was characteristic of repression 
failure. Alcoholic subjects were faster to retrieve 
negative childhood memories, they also tended to be 
younger for the age of earliest negative memory retrieved. 
Alcoholic subjects also tended to retrieve more negative 
childhood memories. A further observation was that 
alcoholic subjects consistently associated their earliest 
negative childhood memory with significantly more emotional 
intensity at the time of recall.
It would appear that there is no simple explanation of 
these findings, though it is arguable that childhood 
adversity may, to some degree, explain the number of 
negative memories retrieved findings, such adversity would 
not, simply, explain the latency to retrieve observations 
since this is representative of retrieval processes which 
have been established as being 'hard wired' in the brain. 
However, the finding that alcoholic subjects differed 
significantly from controls on their perceptions of 
parental bonding and social/peer and personal self-esteem 
provides some important clues to a developmental model of
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repression failure. The distinguishing feature of the 
alcoholic subjects is their failure to repress. 
Psychoanalytic theory has emphasised the importance of 
adaptive and facilitative parent-child interactions in the 
development of healthy mental defense mechanisms. Though 
repression may be considered a primary mental defense, 
Freud considered that the effect of all mental defense 
mechanisms was to protect the self from overwhelming 
anxiety and may therefore be considered mechanisms of 
repression. Since the alcoholic subjects were characterised 
by low self-esteem and perceptions of impoverished 
childhood relationships with their parents, it is possible 
that these indications of childhood disturbance have 
influenced the development of the alcoholic repression 
mechanism. Certainly, these findings concord with 
psychoanalytic theory and the self-medication hypothesis of 
alcoholism. In effect, poor early intra-family interactions 
lead to the faulty development of the defense mechanism of 
repression and, as a consequence, the use of alcohol to 
self-medicate in order to bolster the faulty repression 
defense during adulthood.
Further corroborative evidence for this position comes from 
the finding that non-alcoholic ACOA's show a similar 
repression profile to alcoholics. Essentially ACOA' 
typically fail to repress when compared to controls. This 
is an important finding for a number of reasons. Firstly,
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this finding does offer further support for the validity of 
findings of significant retrieval differences between 
alcoholics and controls, since this would appear to rule 
out the possibility that alcoholic retrieval differences 
may be due to repetition priming effects due to the telling 
of ones 'life story' while taking the chair in A. A. 
Secondly, the finding that ACOA's and alcoholics have a 
similar retrieval profile and similar perceptions of their 
childhood relationships with parents suggests strongly that 
the inter-generational transmission of alcoholism may be a 
function of family dynamics rather than a biological 
genetic explanation. Once again, this would be entirely 
consistent with the psychodynamic notion of defense 
transmission via interpersonal experience.
It is clear from the studies conducted that alcoholics and 
ACOA's fail to repress. The findings from the discriminant 
function analysis suggest that, by the construction of a 
composite variable, that alcoholics are more similar to 
ACOA's than they are to controls and, conversely, ACOA's 
are more similar to alcoholics than they are to controls. 
This point is crucially important since it suggests that a 
failure to repress exists as a viable individual difference 
in differentiating both alcoholics and ACOA's from 
controls. The possibility therefore exists, that the 
failure to repress may be an important risk factor in the 
pathogenesis of alcoholism and that this risk factor is
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transmitted inter-generationally as an intra-familial 
dynamic process.
The finding that psychosocial variables such as self-esteem 
and parental bonding were significant predictors of 
retrieval processes is of fundamental importance. 
Traditionally, psychoanalytic and psychodynamic approaches 
emphasis the role of childhood experiences in the formation 
of adaptive mental defense mechanisms as a crucial factor 
in the establishment adult personality. However, these 
studies appear to demonstrate that there is a connection 
between the early care environment and the efficacy of 
neuro-cognitive processes in adulthood as measured by 
retrieval. The possibility therefore exists that early 
childhood family dynamic experiences may influence 
cognitive function at the stage when the developing brain 
is still plastic, resulting in a permanent influence on 
neuro-cognitive performance in adulthood. This possibility 
has not been explored previously within the psychodynamic 
realm since the processes of repression have not been 
previously empirically measured and psychodynamics is 
rooted in psychotherapeutic treatments at the level of 
personality, rather than process.
It was found that alcoholics and ACOA's associated negative 
childhood memories with significantly more emotional 
intensity than controls at the time of recall. This finding
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was unexpected. In concert with the finding that alcoholics 
and ACOA's generally fail to repress at an information- 
processing level, the notion of pararepression was 
suggested to emphasis that alcoholic/ACOA failure to 
repress differs from the process of 'normal' lack of 
repression because of the associated emotional intensity. 
This is vitally important since this provides objective 
evidence that alcoholics and ACOA's fail to attenuate 
emotional experience associated with negative events. 
Though this finding was not expected, it can be 
accommodated within the self-medication model easily and 
indeed is evidence of repression failure. However, in order 
to do this, a slight re-evaluation of what repression 
represents is required. Freud's notion of repression is 
that it is an 'all or nothing phenomena', such that painful 
memories or events are either accessible or inaccessible. 
The results of this study suggest that, in the context of 
pararepression, this is not the case. It would seem that 
alcoholics have access to negative memories, as do 
controls, however, they appear to have increased access to 
the affect associated with the childhood experience. It 
seems that alcoholics and ACOA's fail to attenuate the 
emotional affect associated with the experience. This makes 
intuitive sense in relation to the self-medication 
hypothesis because some negative affect would need to be 
experienced for the individual to need to self-medicate to 
bolster the faulty repressive defense mechanism in the
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first instance. This also makes sense in relation to 
contemporary information-processing models since the 
feature of pararepression is both a 'threshold' phenomena, 
i.e. memories are either retrieved or not, and an 
attenuation phenomena i.e. associated affect retrieved with 
the memory is influenced by a modulation process. This is 
entirely consistent with recent network models of 
information-processing which emphasis the proximity of 
nodal connections between the memory and the salient 
features associated with it in influencing the individuals 
experience of recall. The studies conducted have 
established that alcoholic and ACOA failure to repress is 
distinct from that of normal repressive processes.
The finding from the acute alcohol experiment also provided 
some evidence that repressive defense could be modulated by 
the acute ingestion of ethanol. More importantly, this 
study demonstrated a cross modality effect, essentially 
repressive responding may be influenced by acute ingestion 
of ethanol to influence the processing of material that may 
be threatening to the self-concept but is not 
autobiographical. This provides evidence that repressive 
responding may be a generalisable phenomenon to domains of 
self-referent information processing other than those 
associated with autobiographical memory. Indeed, this study 
found some limited evidence to suggest that individuals who 
drink on the boundary of/or within recommended weekly
498
limits may be self-medicating in terms of bolstering 
repressive defense processes compared to those who drink 
relatively smaller weekly amounts. The finding that the low 
weekly consumption group were significantly older for age 
of earliest negative memory compared to the high 
consumption group is credible in the context of repressive 
defense bolstering and the self-medication hypothesis. An 
important point here is that the notion of the self- 
medication hypothesis determined by repressive defense may 
be seen, in certain instance, to operate at the threshold 
of normal levels of consumption which are not associated 
with psychopathology.
The menstrual cycle study did not find any significant 
findings of menstrual cycle phase on alcohol consumption. 
Many of the subjects drank relatively little however, and 
thus any possible effect of cycle phase on consumption may 
have been smothered by a floor effect of consumption level. 
In spite of this, the menstrual cycle study yielded 
important findings on the influence of cycle phase on 
repressive responding including the relative stability of 
the repressor personality. This study furnished evidence 
that Weinberger et al's (1979) classification of coping 
style was not stable over the menstrual cycle and 
introduced the concept of 'repressor polymorphism'. 
Further, this study found evidence to suggest that specific 
methodological approaches should be taken to the
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investigation of repression particularly where partitioning 
of repressors and non-repressors are concerned. These 
findings were used in the design of experiment two where 
the third split technique was used. Importantly, this study 
showed that the defense of repression could be influenced 
by an internal threat (menstrual phase). This study also 
showed that, by making the retrieval task personally 
relevant, an influence of cycle phase on recall performance 
could be observed.
7.3 What has been achieved ?
This has been the first empirical investigation into the 
role of repression, defined as an individual-differences 
variable, in the pathogenesis of alcoholism. It has been 
discovered that there are few alcoholic repressors, and 
that of those few, alcoholic repressors repress less 
effectively. It has been found that alcoholics and ACOA's 
fail to repress in a characteristic way which, combined 
with a failure to attenuate emotional intensity associated 
with early negative childhood events, may be considered to 
be a novel phenomena that has been termed 'pararepression' .
It has also been established that alcoholics and ACOA's 
have perceptions of relatively impoverished relationships 
with their parents and, as an indication of early childhood 
adversity, there is a relationship between this adversity 
and repressive defense. Indeed, the evidence from this
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study seems to suggest that early family environment has an 
influence of the development of repressive defense and 
information-processing in adulthood. Taken collectively, 
these studies suggest that the inter-generational 
transmission of the risk factor of alcoholism is 
environmentally determined, based on family dynamics and 
the development of mental defense. This investigation has 
yielded strong evidence to support a self-medication 
hypothesis of alcoholism. The evidence suggests that 
'pararepression' may be a marker for the risk factor of 
alcoholism transmitted inter-generationally.
The phenomenon of repression and the development of 
methodology for its investigation has also been explored in 
a unique study focusing on the menstrual cycle. It has been 
found that the repressive defense is subject to transition 
over the menstrual cycle.
7.4 The implications
The implications regarding this investigation are vast. 
These will first be discussed in relation to therapy.
7.5 Therapy
Since it has been established that alcoholics have a 
characteristic defensive structure, it would be important 
to investigate the use of specialised psychotherapeutic 
interventions that take pararepression into account. It is
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entirely feasible that the pararepressive phenomena is 
implicated in the low level of success of psychotherapeutic 
interventions with alcoholics. The paradox is 
embarrassingly, from a psychotherapeutic perspective, 
clear. If pararepression is representative of an important 
individual difference that is associated with 
psychopathology, then it might be that insight orientated 
therapies (psychotherapy) , which inevitably focus on the 
retrieval of memories of early childhood experience, may 
be entirely counter-productive. Taking this one step 
further, if alcoholics self-medicate to protect themselves 
from the actual negative childhood memories, or associated 
affect, then psychotherapy may actually promote relapse, 
since the alcoholics impoverished defense structure will be 
still further challenged during the course of therapy. The 
alcoholic may then seek to defend against these disturbing 
cognitions by bolstering their faulty repressive defense 
mechanism with alcohol, in effect relapsing.
7.5.1 Repression training: A radical intervention ?
Alcoholics fail to repress compared to controls and this 
factor would seem to be involved in psychopathology. 
Logically, it would seem that a novel approach in the 
treatment of alcoholics could be to teach alcoholic 
individuals to become more repressed, in effect relieving 
stress on the individual's vulnerable mental defense 
organisation by the use of cognitive-behavioural means. The
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techniques to conduct repression training could be readily 
adapted from the battery of cognitive-behavioural 
procedures that have been developed for treating affective 
disorder and anxiety disorders. For instance, cognitive 
behavioural 'thought stopping' techniques could be used to 
train the alcoholic individual to recognise distressing 
cognitions and then to stop them. This would in effect 
'disconnect' the disturbing affective load accompanying the 
cognition, a particularly salient point given the issue of 
pararepression. It would be relatively easy to conduct a 
study using a matched subjects design with half the 
subjects being allocated to a psychotherapeutic 
intervention and the remainder to a 'repression training' 
condition. Following treatment, insights into the efficacy 
of each approach could be gained by following up patients 
and investigating which treatment predicts a better 
outcome.
7.5.2 Pursuit of insight
The evidence of repression failure and pararepression in 
alcoholics would seem to indicate against using insight 
orientated therapies. Pararepression may account for the 
finding that psychotherapy is relatively ineffective with 
alcoholics. A more philosophical question however is this; 
"Are alcoholics so different from non-alcoholics that 
entirely novel treatment approaches may need to be 
developed ?" This is an important point because another
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paradox arises. The studies conducted have found, for the 
first time, a quantitative difference in repressive defense 
between alcoholics and controls. Obviously, this is 
interpreted within the self-medication hypothesis of 
alcoholism, and repression, from Freud's notion of mental 
defense. The problem is this: Psychotherapy is believed to 
be effective only in the treatment of neurotic disorders, 
Freud, like other notable psychoanalysts, believed that 
psychosis such as schizophrenia, could not be treated with 
psychotherapy because, among other reasons, insight was 
unobtainable. If then, we conclude that alcoholics have a 
faulty repression mechanism, we may have to concede that 
the psychodynamic theory from which the concept of 
repressive defense was spawned, offers a very limited 
opportunity for therapeutic intervention with alcoholics. 
In this respect, the pararepressive phenomena as an 
important individual difference in alcoholics, may mean 
that alcoholics should be excluded from insight directed 
therapy because of process differences, and for a similar 
rationale that psychotic patients are generally excluded. 
Though a traditional analytical comment has been to exclude 
alcoholics from psychotherapy because of lack of "ego 
strength", the alcoholic repression deficit does, for the 
first time, provide evidence for a quantitative processing 
difference between controls and alcoholics that may be a 
strong indicator of alcoholic vulnerability to 
psychotherapy. An important possible future study would be
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to test patients undergoing treatment, to see whether 
repressive defense changes during the course of treatment 
and also to see whether such changes, if observed are of a 
sufficient magnitude to predict prognosis. Such an 
investigation could be conducted relatively easily using an 
adaption of the methodology used in these studies.
7.5.3 Screening for therapy
A rider to the comments on therapy in section 7.5.2 is that 
an adaption of the methodology used in the current studies 
may be utilised to screen alcoholic patients for specific 
treatment interventions. In this way alcoholic patients who 
conform to a profile of repression failure may be primarily 
excluded from formal psychotherapy. However, atypical 
alcoholic patients, who show evidence of an adaptive 
repressive defense (comparable to controls), may be 
targeted for psychodynamic therapy from which they may 
benefit. It would be strongly recommended that a study be 
conducted to explore this question. The development of a 
screening tool based on the research thus far conducted, 
could also be of value in identifying which COA’s are at 
greater risk of developing psychopathology. Since parental 
bonding seems to have an important role in determining 
later psychopathology, such screening could be conducted at 
a relatively early age, indeed this may be useful in 
allowing interventions to be made that facilitate the 
development of an adaptive mental defense formation.
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7.6 Other groups
In order to explore the phenomena of repression in relation 
to psychopathology, screened A.A. members were chosen as 
participants in order to gain subject numbers in sufficient 
quantities, and also satisfy the criteria of an appreciable 
period of abstinence in order to avoid the confound of 
group differences being due to cognitive impairment, due to 
recent drinking and residual brain damage. It would be 
appropriate to investigate the role of repression failure 
and the pararepression phenomenon in relation to other 
substance abuse groups including, non-A.A. alcoholics, 
opiate and cocaine users, and also poly-abusers. This is 
entirely appropriate since the rationale behind the self- 
medication hypothesis of alcoholism is readily applicable 
as a self-medication hypothesis of addiction generally. 
Since the repressive phenomena observed in alcoholics may 
be strongly determined by disturbances in childhood, 
investigations into repression deficits in relation to 
pathologies that have been linked with problems in 
childhood such as anorexia nervosa, bulimia nervosa, and 
adult response to post-traumatic stress disorder may be 
explored. Obviously, the role of childhood physical and 
sexual abuse, as well as cases of satanic abuse, may be 
investigated since these events may well have important 
consequences on adult repressive defense function.
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Repression has been linked to prognosis in relation to 
physical illnesses and, once again, an adaption of the test 
procedures used in this thesis could be adapted to 
investigate the possible role of the repressive processes 
in the recovery from physical illness. In particular, the 
role of repression as a process, may prove to provide a 
useful 'window' on the interface between psychological and 
physical illness, alcoholism has been 'pathologised' as an 
illness and this study has shown that repression is 
implicated in this illness as a psychological process, 
therefore it is logical to assume that the concept can be 
evaluated within other pathological domains.
7.7 Multi-disciplinary approaches to repression
This thesis represents a psychological investigation into 
repression associated with alcoholism. However, as stated 
in Chapter 5, much work has been conducted on biological 
approaches to alcoholism. Since repressive processes and 
the pararepression phenomenon must, at some point, involve 
biological processes (since the brain is, after all, a 
highly sophisticated collection of cells) , and repression 
and pararepression must invoke neurological processes, an 
investigation into the influence of psychobiological 
substrates on repressive responding would be worthy of 
investigation. To give an example, the neurotransmitter 
serotonin has been implicated in the expression of 
alcoholism, since the experiments conducted in this thesis
507
have shown that repression is also involved, a study to 
investigate the possibility of a relationship between 
repressive defense and levels of serotonin could yield 
valuable data on a multi-factor integrated model of 
alcoholism that would be truly cross-disciplinary. A pilot 
study to investigate this possibility has, in fact, just 
been completed by the author.
7.8 Future developments
It is most pleasing that, at the conclusion of this 
research effort, funding has recently become available to 
extend further the concepts developed in this thesis. This 
has allowed two important studies to be operationalised.
Study One
Generous funding from the Salvation Army has allowed the 
author to design a study to investigate repression within 
a psychobiological context. This two centre study is 
currently investigating the role of repression in alcoholic 
recovery following in-patient detoxification with an 
extremely chronic cohort of alcoholics. It is hoped that 
investigation of the repressive defense during 
detoxification and following rehabilitation will be of 
value in developing reliable treatment outcome measures, 
and provide a clinical assessment tool for post­
detoxification treatment/therapy selection. The study will 
seek to examine links between repressive defense and
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biological substrates, in particular, the neurotransmitter 
serotonin, and the hormone cortisol.
Study Two
A small amount of funding has become available via the 
authors N.H.S. employer, to conduct an investigation into 
the use of anabolic steroids among body builders attending 
an N.H.S. harm-reduction clinic. The author has designed 
the study which is currently awaiting ethical approval. The 
study is the most comprehensive investigation of this 
subject population thus far conducted. This study will 
examine the role of repression within both a 
psychoanalytical and psychobiological context. The study 
will investigate the theoretically predicted narcissistic 
traits in steroid using body builders and the mechanism of 
repression. Levels of aggression and hostility will also be 
investigated in relation to repressive defense. The 
psychobiological part of the study will include an 
extensive biochemical profile of this population. An 
extensive serum analysis will include analysis of the 
neurotransmitters serotonin and dopamine, the hormones 
cortisol and testosterone including an androgen index, 
biochemical indices of immune function, a complete profile 
of all amino acids, liver function tests and blood lipid 
levels. All of these biological measures will be examined 
to explore any relationship to repressive defense within 
the framework of disregulation theory.
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7.9 A personal reflection from the author as clinician
I hope the effort involved in the research conducted
justifies a small indulgence from the author to add a
personal reflection.
As a psychologist, I am intensely interested in the theory 
of repressive defense. Repression, as a psychological 
concept is steeped in 'psychological history', and indeed 
can be viewed as a useful indicator of how approaches to 
mental function have changed over the years, from a 
psychoanalytical perspective to an individual-differences 
and information-processing perspective. The notion of 
repression is invariably controversial.
However, with all that said, wearing my 'other hat' as a 
specialist substance misuse counsellor working in the 
N.H.S., the research conducted has an added personal
significance. I have generally favoured to work in a 
psychodynamic way, wherever appropriate, with my N.H.S. 
clients who are referred to me with problem drinking.
Reflecting on the findings however, I am struck by how 
'different', for want of a better word, alcoholics seem to 
be from controls in terms of repressive processes. Quite 
often, through the narrative of therapy, my clients report 
that they have difficulty remembering large parts of their 
childhoods. This is, of course, contrary to what would be 
expected from the findings of the experiments conducted
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here within. I wonder whether, they do remember more but, 
fail to report, since they may be aware of the emotional 
pain associated (pararepression) with such recall, and 
therefore avoid the issues. It may be that the alcoholic in 
counselling sets a superordinate rule of 'not-remembering' 
as an A.A. alcoholic may set a superordinate rule of 'not 
drinking' or 'alcoholism is a disease and I must not 
drink'. Since the experiments conducted clearly show that 
alcoholics have impressive access to early negative 
memories, they do not, I have observed from my substantial 
clinical experience, tend to reveal these in therapy, I 
wonder if they do have an awareness of their own failure to 
repress or pararepression. I mention this only as a 
personal thought. I guess this idea makes me feel rather 
sad since I have often heard alcoholic clients say that 
they feel 'different' from other people, but I had never 
considered that this may relate to an actual individual 
difference at the level of information-processing. As I 
said, this is just a thought, coming as it is at the 
culmination of this research effort, however, I believe it 
is something I shall ponder on for some time, particularly 
in relation to my own personal approach to alcohol 
counselling and therapy.
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APPENDIX I
Subj ect No
CM-D0C4
Clinical Interview Schedule
1.1 Have you ever had an in-patient or community detoxification?
1.2 If yes to ques 1., How many occasions and when?
1.3 Have you ever drunk first thing in the morning to stop 'the 
shakes'?
1.4 Have you ever had a head injury while intoxicated?
1.5 Have you ever had a brain scan (CT/PET/SPECT)?
1.6 Did you drink more or less constantly or in binges?
1.7 Have you ever had a diagnosis related to alcoholism?
Following a period of alcohol use that has been heavy and 
prolonged, have you:
2.1 Experienced increased hand tremor?
2.2 Insomnia?
2.3 Nausea or vomiting?
2.4 visual, tactile or auditory hallucination?
2.5 Extreme anxiety, palpitations, panic attacks?
2.6 Grand mal seizures?
3.1 What was your age of first drink?
3.2 What was your age of first regular drinking?
3.3 At what age do you think your drinking became 
a problem?
3.4 Is there a history of alcoholism in the your family?
4.1 Prior to sobriety, had you ever tried to cut down on your
drinking?
4.2 If yes to 4.1, were these attempts successful?
4.3 Did you continue to drink when you recognised you had a 
problem with alcohol?
4.4 Did you spend a great deal of time either obtaining, using 
or recovering from alcohol?
4.5 Have you drunk in larger amounts or for a longer period than 
you intended?
4.6 Did you experience problems at work or at home due to your 
drinking?
5.1 How long have you attended A.A.?
5.2 Would you describe yourself as an alcoholic?
Summary
Factors 2 and 4
Three or more points positive within a period of 12 months? 
Corroborative evidence from Factors 1.1 and 1.2?
Impression 
Past Hx of :
Chemical dependency YES NO
Alcohol abuse YES NO
Satisfies criteria for inclusion YES NO
Second rater
Past history of chemical dependency
on alcohol? AGREE DISAGREE
APPENDIX II
CMrepexpl.doc
INITIAL MOOD RATING SCALE
Instructions to subjects
On a scale of one to seven, where one means not at all, and seven 
means extremely,
how * do you feel at the moment?
Initial mood rating
7 point scale. 1 = Not at all 7 = Extremely
Relaxed* ____
Curious/interested*__________
Anxious* ____
Fearful/scared*______________
Frustrated*__________________
Angry* ____
APPENDIX III
This is a questionnaire to find out the way certain important events in our 
society affect different people. Each item consists of a pair of alternatives 
lettered a or b. Please select the one statement of each pair {and only one) 
which you more strongly believe to be the case as far as you're concerned. Be 
sure to select the one you actually believe to be more true rather than the 
one you think you should choose or the one you would like to be true. This is 
a measure of personal belief: obviously there are no right or wrong answers. 
Circle the letter a or b of the statement you have chosen.
1. a. Children get into trouble because their parents punish them too
much.
b. The trouble with most children nowadays is that their parents are
too easy with them.
2. a. Many of the unhappy things in people's lives are partly due to bad
luck.
b. People's misfortunes result from the mistakes they make.
3. a. One of the major reasons why we have wars is because people don't
take enough interest in politics, 
b. There will always be wars, no matter how hard people try to
prevent them.
4. a. In the long run people get the respectr“TheyU^erveiirt±iis_v^ld.
b. Unfortunately, an individual's worth often passes unrecognis^-no
matter how hard he tries.
5. a. The idea that teachers are unfair to students is nonsense.
b. Most students don't realise the extent to which their grades are
influenced by accidental happenings.
6. a. Without the right breaks one cannot be an effective leader.
b. Capable people who fail to become leaders have not taken advantage
of their opportunities.
7. a. No matter how hard you try some people just don't like you.
b. People who can't get others to like them don't understand how to
get along with others.
8. a. Heredity plays the major role in determining one's personality,
b. It is one's experiences in life which determine what they're like.
9. a. I have often found that what is going to happen will happen.
b. Trusting to fate has never turned out as well as making a decision
to take a definite course of action.
10. a. In the case of the well prepared student there is rarely if ever
such thing as an unfair test, 
b. Many times exam questions tend to be so unrelated to course work
that studying is really useless.
11. a. Becoming a success is a matter of hard work, luck has little or
nothing to do with it. 
b. Getting a good job depends mainly on being in the right place at
the right time.
12. a. The average citizen can have an influence in government decisions,
b. This world is run by the few people in power, and their is not
much the little guy can do about it.
13. a. When I make plans, I am almost certain that I can make them work,
b. It is not always wise to plan too far ahead because many things
turn out to be a matter of good or bad fortune anyhow.
14. a. There are certain people who are just no good,
b. There is some good in everybody.
15. a. In my case getting what I want has little or nothing to do with
luck.
b. Many times we just as well decide what to do by flipping a coin.
16. a. Who gets to be the boss often depends on who was lucky enough to
be in the right place first, 
b. Getting people to do the right thing depends upon ability, luck
has little or nothing to do with it.
17. a. As far as world affairs are concerned, most of us are victims of
forces we can neither understand, nor control, 
b. By taking an active part in political and social affairs the
people can control world events.
18. a. Most people don't realise the extent to which their lives are
controlled by accidental happenings, 
b. There really is no such thing as "luck".
19. a. One should always be willing to admit mistakes,
b. It is usually best to cover up one's mistakes.
20. a. It is hard to know whether or not a person really likes you.
b. How many friends you have depends upon how nice a person you are.
21. a. In the long run the bad things that happen to us are balanced by
the good ones.
b. Most misfortunes are the result of lack of ability, ignorance,
laziness or all three.
22. a. With enough effort we can wipe out political corruption.
b. It is difficult for people to have much control over what
politicians do in office.
23. a. Sometimes I can't understand how teachers arrive at the grades
they give.
b. There is a direct connection between how hard I study and the
grades I get.
24. a. A good leader expects people to decide for themselves what they
should do.
b. A good leader makes it clear to everybody what their jobs are.
25. a. Many times I feel that I have little influence over the things
that happen to me.
b. It is impossible for me to believe that chance or luck plays an
important part in my life.
26. a. People are lonely because they don't try to be friendly.
b. There's not much use in trying too hard to please people, if they
like you, they like you.
27. a. There is too much emphasis on athletics in high school,
b. Team sports are an excellent way to build character.
28. a. What happens to me is my own doing.
b. Sometimes I feel that I don't have enough control over the
direction my life is taking.
29. a. Most of the time I can't understand why politicians behave the way
they do.
b. In the long run the people are responsible for bad government on
a national as well as on a local level.
APPENDIX IV
BMAS
Below are 20 statements followed by the responses 'True' and 'False'. Please choose and circle the response that 
you feel applies to you in answer to each statement.
1. I have very few headaches. True False
2. I work under a great deal of tension. True False
3. I cannot keep my mind on one thing. True False
4. I am more sensitive than most other people. True False
5. I frequently find myself worrying about something. True False
6. I am usually calm and not easily upset. True False
7. I feel anxiety about something or someone almost all the time. True False
8. I am happy most of the time. True False
9. I have periods of such great restlessness that
I cannot sit long in a chair. True False
10. I have sometimes felt that difficulties were piling
up so high that I could not overcome them. True False
11. I find it hard to keep my mind on a task or job. True
12. I am not unusually self-conscious. True False
13. I am inclined to take things hard. True False
14. Life is a strain for me much of the time. True False
15. At times I feel I am no good at all. True False
16. I am certainly lacking in self-confidence. True False
17. I certainly feel useless at times. True False
18. I am a high-strung person. True False
19. I sometimes feel that I am about to go to pieces. True False
20. I shrink from facing a crisis or difficulty. True False
False
APPENDIX V
Listed below are a number of statements concerning personal attitudes and traits. Read each item 
and decide whether the statement is true or false as it pertains to you personally.
1. Before voting I thoroughly investigate the qualifications of all the
candidates.
2. I never hesitate to go out of my way to help someone in trouble.
3. It is sometimes hard for me to go on with my work if I am not
encouraged.
4. I have never intensely disliked anyone.
5. On occasion I have had doubts about my ability to succeed in life.
6. I sometimes feel resentful when I don’t get my way.
7. I am always careful about my manner of dress.
8. My table manners at home are as good as when I eat out in a restaurant.
9. If I could get into a cinema without paying and be sure I was not
seen, I would probably do it.
10. On a few occasions, I have given up doing something
because I thought too little of my ability.
11. I like to gossip at times.
12. There have been times when I have felt like rebelling against
people in authority even though I knew they were right.
13. No matter who I ’m talking to. I ’m always a good listener.
14. I can remember “playing sick” to get out of something.
15. There have been occasions when I took advantage of someone.
16. I ’m always willing to admit when I make a mistake.
17. I always try to practice what I preach.
1 8 .1 don’t find it particularly difficult to get along with loud 
mouthed, obnoxious people.
19 .1 sometimes try to get even, rather than forgive and forget.
20. When I don’t know something, I don’t at all mind admitting it.
21. I am always courteous, even to people who are disagreeable.
22. At times I have really insisted on having things my own way.
23. There have been occasions when I felt like smashing things.
2 4 .1 would never think of letting someone else be punished for 
my wrong doings.
25. I never resent being asked to return a favour.
26. I have never been irked when people expressed ideas very different 
from my own.
2 7 .1 never make a long trip without checking the safety of my car.
28. There have been times when I was quite jealous of the good fortune
of others.
29. I have almost never felt the urge to tell someone off.
30. I am sometimes irritated by people who ask favours of me.
31.1 have never felt that I was punished without cause.
32. I sometimes think that when people have a misfortune they
only got what they deserved.
33. I have never deliberately said anything that hurt someone’s feelings.
True False
True False
True False
True False
True False
True False
True False
True False
True False
True False
True False
True False
True False
True False
True False
True False
True False
True False
True False
True False
True False
True False
True False
True False
True False
True False
True False
True False
T --
l iU C 1 aiSc
True False
True False
True False
True False
APPENDIX VI
Experiment Number
Subject details Sub No_______
1. Gender Male Female
2. Age
3. Marital status
4. Occupation
5. Tobacco smoker YES NO
6. Group type Control Alcoholic ACOA
CODINGS
1. 1 M 2 F
3. 1 Single 2_Married 3_Divorced 4_Widowed 5_Separated
Control subjects and ACOA's 
Consumption of alcohol per week in units
ACOA's only
FH+status FATHER MOTHER BOTH PARENTS
FEMALE SUBJECTS ONLY 
Cycle dates F . L
Date of Next Testing 
Test session 1 2  3 
Cycle order of testing
COMMENTS.
APPENDIX VII 
MEMORY EXPERIMENT 
INSTRUCTIONS TO SUBJECTS
Cued recall
This is an experiment to look at childhood memories up to age 14. You will be given 
a emotional cue word such as happy, sad etc. When you hear the cue word I would 
like you to write down one or two words only for each childhood memory that comes 
to mind that you associate with the particular cue word. So as an example if the cue 
word was happy and a memory that came to mind was a fishing trip, just jot down the 
word 'fishing'. When the first memory only comes to mind, please tap the table. Write 
down as many memories that come to mind for the emotion cue as you can until I ask 
you to stop. Only write down childhood memories from 0 to age 14.
Do you have any questions regarding the procedure ?.
APPENDIX VIII
CMexp2twft
Instructions to subjects
Trial one
I am going to give you a letter for the alphabet and as soon as I say the letter, I would 
like you to write down as many'^words as you can think of until I say stop. Do you 
have any questions? ,  5 uetfu / ‘t Lotfer)
Trial two
Trial one instructions are repeated.
S Total  (five minutes)
C Total  (Four minutes)
Total of S and C   (Nine minutes)
APPENDIX IX
CMexp2sw
Instructions to subjects
I will show you a sentence printed on a piece of paper. As soon as I show you the 
sentence I would like you to copy it on to your piece of paper as quickly as you can 
without making errors. Do you have any questions?
Stimulus sentence
Replaceable batteries required urgently because power output is much higher than 
expected.
Time to complete sentence 
Error free Y N
APPENDIX X
CMexp2cowa
Instructions to subjects
I am going to give you a letter from the alphabet. When I say the letter I would like 
you to say aloud as many words as you can think of that begin with that letter until 
I ask you to stop. Do you have any questions?
Stimulus letters
S Pre-test
Order
C Total=
F Total=_
L Total=
Total all three trials=
APPENDIX XI
CMexp2cft
Instructions to subjects
Copy task
I would like you to copy this drawing as best as you can. Please do not move the 
drawing after it is placed on the table. You may be asked to draw the drawing again 
for memory after a few more tests. You have around five minutes to copy the 
drawing. Do you have any questions?
The complex figure is then presented to the subject with the length of the complex 
figure running along the subjects horizontal plane.
Recall Task
The drawing that you copied in the first test we did today. I would like you to try to 
remember it as best you can and draw it again from memory. You have about five 
minutes to complete the task. Do you have any questions?
Scoring svstem 
Units
1. Cross upper left comer, outside of rectangle
2. Large rectangle
3. Diagonal cross
4. Horizontal midline of 2
5. Vertical midline
6. Small rectangle, within 2 to the left
7. Small segment above 6
8. Four parallel line within 2, upper left
9. Triangle above 2 upper right
10. Small vertical line within 2, below 9
11. Circle with three dots within 2
12. Five parallel lines within 2 crossing 3, lower right
13. Sides of triangle attached to 2 on right
14. Diamond attached to 13
15. Vertical lines within triangle 13 parallel to right vertical of 2
16. Horizontal line within 13, continuing 4 to right
17. Cross attached to 5 below 2
18. Square attached to 2, below left
Each of the 18 units are considered separately. The accuracy of each unit and relative 
position within the whole of the design is appraised.
Each unit is scored as follows:
Correct placed properly 2 points
placed poorly 1 point
Distorted or incomplete 
but recognisable
placed properly 1 point
placed poorly 0.5 point
Absent or not recognisable 0 points
Copy total score 
Recall total score 
Remarks...............
J/0
1
The Complex Figure (actual size)
APPENDIX XII
CMbsct
Instructions to subjects
You are going to hear a short story on tape. Listen carefully because when the tape 
finishes I am going to ask you to tell me as much of the story as you can remember. 
Do you have any questions?.
After the story is finished the subject is instructed to report what he can recall form 
the story.
The tape is then played again. Twenty minutes later the subject is again asked to recall 
as much of the story as possible.
Stimulus story
December 6th./ Last week/ a river / overflowed / in a small town/ ten miles / from 
Albany./ Water covered the streets/ and entered the houses./ Fourteen persons/ were 
drowned/ and 600 persons/ caught cold/ because of the dampness/ and cold weather./ 
In saving/ a boy/ who was caught/ under a bridge/ a man/ cut his hands.
For scoring purposes (element correctly recalled are circled)
December 6th./ Last week/ a river / overflowed / in a small town/ ten miles / from 
Albany./ Water covered the streets/ and entered the houses./ Fourteen persons/ were 
drowned/ and 600 persons/ caught cold/ because of the dampness/ and cold weather./ 
In saving/ a boy/ who was caught/ under a bridge/ a man/ cut his hands.
December 6th./ Last week/ a river / overflowed / in a small town/ ten miles / from 
Albany./ Water covered the streets/ and entered the houses./ Fourteen persons/ were 
drowned/ and 600 persons/ caught cold/ because of the dampness/ and cold weather./ 
In saving/ a boy/ who was caught/ under a bridge/ a man/ cut his hands.
Immediate recall ____+4 =_
Delayed recall
APPENDIX XIII
CMexp2bp.doc
Instructions to subjects
I will say to you a three letter group followed by a number. As an example, this could 
be THG 114'. When I have said the three letter group followed by the number, I 
would like you to begin counting backwards from that number until I ask you to stop. 
After I have asked you to stop, I would like you to repeat to me the three letter group. 
We will repeat this procedure a number of times using different letter groups. Do you 
have any questions?
Brown-Peterson stimulus material and scoring sheet
Stimulus Starting
number
Delay (Secs) Responses
TQW None 0
DGP None 0
WQT None 0
NDM None 0
PLQ None 0
YPS 76 18
DMB 133 3
KCM 73 9
PLR 169 3
SHJ 34 18
KSF 41 9
WBX 198 18
PSV 51 3
PQR 28 18
DGJ 141 9
SFH 95 3
LJS 48 9
BTG 112 3
ZMX 44 9
NGB 68 18
Number correct 0" 3" 9' 18" 1btal score
APPENDIX XIV
CMexp2avlt
Instructions to subjects
Trial one
I am going to read to you a list of words. Listen carefully, for when I stop you are to 
say back as many words as you can remember. It does not matter in what order you 
repeat them. Just try to remember as many as you can. Do you have any questions?
Trial two to five
Now I am going to read the same list again, and once again when I stop I want you 
to tell me as many words as you can remember, including words you heard the first 
time. It does not matter in what order you say them. Just try to remember as many 
words as you can remember, whether or not you said them before. Do you have any 
questions?
The stimulus words
Book
Flower
Train
Rug
Meadow
Harp
Salt
Finger
Apple
Chimney
Button
Log
Key
Rattle
Gold
APPENDIX XV
CMaudit.doc
Below are ten questions regarding drinking. Please read each question carefully and 
then circle the statement which best applies to your drinking circumstances.
1. How often do you have a drink containing alcohol?
Never Monthly or less 2 to 4 times a month
2 to 3times a week 4 or more times a week
2. How many drinks containing alcohol do you have on a typical day when you are 
drinking?
1-2 3-4 5-6 7-9 10+ units
GUIDE (1 unit is equivalent to one glass of wine, half a pint of beer (3%Vol), one 
standard pub measure of spirits)
3. How often do you have six or more drinks on one occasion?
Never Less than monthly Monthly Weekly Daily
4. How often during the last year have you found that you were not able to stop 
drinking once you had started?
Never Less than monthly Monthly Weekly Daily
5. How often during the past year have you failed to do what was normally expected 
fi*om you because of drinking?
Never Less than monthly Monthly Weekly Daily
6. How often during the last year have you needed a first drink in the morning to get 
yourself going after a heavy drinking session?
Never Less than monthly Monthly Weekly Daily
7. How often during the last year have you had a feeling of guilt or remorse after 
drinking?
Never Less than monthly Monthly Weekly Daily
8. How often during the last year have you been unable to remember what happened 
the night before because you had been drinking?
Never Less than monthly Monthly Weekly Daily
9. Have you or someone else ever been injured as a result of your drinking?
No Yes, but not in the last year Yes, during the last year
10. Has a relative or firiend or a doctor or other health worker been concerned about
you drinking or suggested you cut down?
No Yes, but not in the last year Yes, during the last year
APPENDIX XVI
CMrepexp2.doc
INITIAL MOOD RATING SCALE
Instructions to subjects
On a scale of one to seven, where one means not at all, and seven means extremely, 
how * do you feel at the moment?
Initial mood rating
7 point scale. 1 = Not at all 7 = Extremely
Relaxed*
Curious/interested*
Anxious*
Sad*
Embarrassed*
Happy*
Fearful/scared*
Frustrated*
Angry*
APPENDIX XVII 
DICHOTIC LISTENING EXPERIMENT 
INSTRUCTIONS TO SUBJECTS
CMdltl.doc
You will hear five sound pips followed by words coming in both your left and your 
right ear. I'd like you to shadow (repeat allowed) the words coming in your right ear 
as soon as you hear them. Try to ignore the words coming into your left ear. Each 
trial will last approximately one minute. You will then hear a further five pips and 
again you will hear words entering your left and right ear. In exactly the same way 
as the first trial, repeat allowed the words entering your right ear as you hear them 
and try to ignore the words entering your left ear. There will be about four trials in 
total, the procedure is the same for all trials.
TRIAL, TWO
Channel One (Neutral) Channel Two (Negative)
1. NEXT UNOBLIGING
2. PAY UNCONGENIAL
3. REALISE DULL
4. ALWAYS STINGY
5. TELL UNKIND
6. OFTEN LAZY
7. LEAD DECEITFUL
8. SCIENCE RASH
9. DEPARTMENT UNTRUSTWORTHY
10. POSITION OVERCONFIDENT
11. LET GROUCHY
12. INVENTION CARELESS
13. CONTAIN SCORNFUL
14. PARTICULAR ENVIOUS
15. VARIOUS OBNOXIOUS
16. FACT NEGLIGENT
17. CAR CYNICAL
18. PERSON UNOBSERVANT
19. CERTAINLY NEGLECTFUL
20. SEA OVER-SENSITIVE
21. CONNECTION UNIMAGINATIVE
22. DOORWAY IRRITATING
23. SPIRIT WEAK
24. TRAIN OBSTINATE
25. CLASSROOM UNPLEASING
26. CHANCE INSOLENT
27. MANUFACTURE CONCEITED
28. BEGIN UNEMOTIONAL
29. DUE THOUGHTLESS
30. SERVE INSINCERE
31. TEACHER SCOLDING
32. MENTION DISHONOURABLE
33. EVERYTHING UNAPPEALING
34. SOUND FRUSTRATED
35. COMMITTEE INCONSISTENT
3 6. LIGHT TENSE
37. RUN ANGRY
38. OUTSIDE POMPOUS
39. INDEPENDENT TOUCHY
40. SIT HOT-TEMPERED
41. PERMANENT UNRULY
42. MONEY ARGUMENTATIVE
43. STREAM ILLOGICAL
44. DISTANCE UNRELIABLE
45. FIRST WORRIER
46. VERY HIGH-STRUNG
47. SELL NERVOUS
48. MARKET NON-INQUISITIVE
49. PRESENCE SHALLOW
50. STONE UNWISE
51. PULL IMMODEST
52. MONTH MEDDLESOME
53. ROCK SMUG
54. NEAR IRRITABLE
55. FAR BORING
56. SOLDIER HOT-HEADED
57. STREET ULTRA-CRITICAL
58. SOMETHING UNREASONABLE
59. REASON BOSSY
60. SAND LIFELESS
TRIAL THREE
Channel One (Negative) Channel Two (Neutral)
1. TACTLESS SENSE
2. BOISTEROUS ENTIRE
3. IRRATIONAL RECENT
4. JEALOUS TRY
5. SQUEAMISH MERELY
6. UNINSPIRING SHOULDER
7. PESSIMISTIC IMPORTANT
8. COLD ROAD
9. TROUBLESOME HUMAN
10. UNGRACIOUS THUS
11. VIOLENT COVER
12. UNDER-HANDED HEAD
13. DISTRUSTFUL RIDE
14. SLOPPY THEIR
15. DISOBEDIENT PREPARE
16. UNSTUDIOUS BOX
17. GLOOMY CLOUD
18. INATTENTIVE OLDER
19. SUPERFICIAL PAST
20. COMPULSIVE NEARLY
21. UNACCOMMODATING FEW
22. PHONEY PROVIDE
23. INDIFFERENT SUCH
24. UNSPORTSMANLIKE RATE
25. SUPERSTITIOUS LIKELY
26. UNHEALTHY NATURE
27. UNENTERPRISING SPEAK
28. UNPLEASANT EFFECT
29. UNTRUTHFUL OPINION
30. SPITEFUL FILL
31. COMPLAINING MINUTE
32. NOISY SOON
33. FOOLHARDY VIEW
34. TEMPERAMENTAL DESCRIBE
35. SCHEMING ONLY
36. FOOLISH DECIDE
37. SPENDTHRIFT BELIEVE
38. UNINTELLIGENT ATTENTION
39. HELPLESS PERMIT
40. RUDE LISTEN
41. UNPOPULAR STANDARD
42. BOASTFUL JOIN
43. INCOMPETENT MARK
44. CHILDISH SUBJECT
4 5. INDECISIVE PERSONAL
46. UNGRACEFUL HISTORY
47. SELF-CENTRED THINKING
48. PRE-OCCUPIED INDICATE
49. UNSOCIABLE USUALLY
50. BRAGGING CROSS
51. UNSKILLED HOUR
52. VULGAR NATIONAL
53. UNATTENTIVE ABOVE
54. PURPOSELESS WAIT
55. JUMPY BRING
56. MEAN SHOW
57. UNAPPRECIATIVE MACHINERY
58. UNFAIR SEVERAL
59. LIAR OBJECT
60. INSECURE FLOW
TRIAL FOUR
Channel One (Neutral) Channel Two (Neutral)
1. CENTRE EVERY
2. WALL PIECE
3. RIVER WORD
4. AMOUNT STATEMENT
5. SEEM ACTUAL
6.- CAN SEND
7. BEFORE USUAL
8. RICH TYPE
9. INDEED WANT
10. SKY PRACTICALLY
11. WEAR CUSTOM
12. DECISION HUSBAND
13. EXPLAIN REDUCE
14. IMAGINE PROPER
15. NUMBER RELATION
16. STEEL YOUNGER
17. CHOOSE EARLY
18. WEALTH FIX
19. WALK DEVELOP
20. EXAMPLE TRUTH
21. HILL PUT
22. ROOM MOMENT
23. STAY ALMOST
24. FIELD SUGGEST
25. QUANTITY ALLOW
26. ACTION CERTAIN
27. CONDITIONS MACHINE
28. HERE STUDY
29. MANY DIRECTION
30. NOTE DISCUSS
31. SPACE EXIST
32. WEEK FACE
33. FULL EVENT
34. MAIN SERIOUS
35. PURPOSE MOTOR
36. DAYDREAM BELONG
37. FAIR RISE
38. EXPERIMENT DIFFERENCE
39. LEADER ADMIT
40. IMPORTANCE OIL
41. QUICKLY LAW
42. PREVENT GROUND
43. WATCH MORNING
44. WAIT DRINK
45. START NOTICE
46. YES NEIGHBOUR
47. DOOR SURFACE
48. INCLUDE READY
49. REPRESENT STUDENT
50. POSSESS QUICK
51. APPRENTICE OFFICER
52. PAPER TOTAL
53. ARTICLE QUITE
54. AFFAIR FAST
55. WONDER YEAR
56. ACROSS PART
57. DIRECT GREY
58. RECORD AGREE
59. EXPRESS FINALLY
60. CALL SORRY
CMrecol.doc Sub No___
Session No_ 
Cond
Below are a series of words. Some of the words may have been presented on the test you just 
completed. Please circle YES if you recognise the word from the test and NO if you do not 
think you have heard the word during the test session. Please work through the list as quickly 
as possible.
1. REALISE Yes No 47. PASSIVE Yes No
2. NARROW-MINDED Yes No 48. RIDE Yes No
3. ENTIRE Yes No 49. LIMIT Yes No
4. ANTI-SOCIAL Yes No 50. HUMOURLESS Yes No
5. ASK Yes No 51. LAZY Yes No
6. SLY Yes No 52. TROUBLESOME Yes No
7. UNCONGENIAL Yes No 53. UNINDUSTRIOUS Yes No
8. CLUMSY Yes No 54. ANOTHER Yes No
9. TIME Yes No 55. PREPARE Yes No
10. EGOTISTICAL Yes No 56. INHIBITED Yes No
11. TRY Yes No 57. DEPARTMENT Yes No
12. UNSYMPATHETIC Yes No 58. UNSOCIAL Yes No
13. BUSINESS Yes No 59. COME Yes No
14. SHOWY Yes No 60. FEARFUL Yes No
15. IMMODEST Yes No 61. CLOUD Yes No
16. HOSTILE Yes No 62. DISLIKEABLE Yes No
17. ENOUGH Yes No 63. UNGRACIOUS Yes No
18. UNCIVIL Yes No 64. FIND Yes No
19. BOISTEROUS Yes No 65. VAIN Yes No
20. NOW Yes No 66. OLDER Yes No
21. CRUDE Yes No 67. RASH Yes No
22. SHOULDER Yes No 68. SHORT-TEMPERED Yes No
23. REALLY Yes No 69. BOTH Yes No
24.. COWARDLY Yes No 70. UNDER-HANDED Yes No
25. OFTEN Yes No 71. UNADVENTUROUS Yes No
26. DEMANDING Yes No 72. NEARLY Yes No
27. JEALOUS Yes No 73. INVENTION Yes No
28. DOMINEERING Yes No 74. BELLIGERENT Yes No
29. PROVE Yes No 75. MORE Yes No
30. IMPORTANT Yes No 76. FEW Yes No
31. TIRESOME Yes No 77. DISRESPECTFUL Yes No
32. SOME Yes No 78. UNSTUDIOUS Yes No
33. STINGY Yes No 79. SUCH Yes No
34. IMPOLITE Yes No 80. ALL Yes No
35. HUMAN Yes No 81. UNINTELLECTUAL Yes No
36. GO Yes No 82. UNTRUSTWORTHY Yes No
37. IRRESPONSIBLE Yes No 83. LIKELY Yes No
38. SCIENCE Yes No 84. DOWNHEARTED Yes No
39. HEARTLESS Yes No 85. CHANGE Yes No
40. HAVE Yes No 86. INATTENTIVE Yes No
41. MOODY Yes No 87. UNPRODUCTIVE Yes No
42. COVER Yes No 88. CONTAIN Yes No
43. INFLUENCE Yes No 89. UNFRIENDLY Yes No
44. UNINTERESTING Yes No 90. SPEAK Yes No
45. UNINSPIRING Yes No 91. INSULTING Yes No
46. MAKE Yes No 92. SEE Yes No
93. UNCULTURED Yes No 151. TEMPERAMENTAL Yes No
94. SUPERFICIAL Yes No 152. CARRY Yes No
95. TIMID Yes No 153. WASTEFUL Yes No
96. TURN Yes No 154. OVER-SENSITIVE Yes No
97. SILLY Yes No 155. PERSONAL Yes No
98. NOSEY Yes No 156. CLASSROOM Yes No
99. GROUCHY Yes No 157. UNTIDY Yes No
100. MELANCHOLY Yes No 158. GENERAL Yes No
101. WRITE Yes No 159. CRUEL Yes No
102. OPINION Yes No 160. UNIMAGINATIVE Yes No
103. DISTURBED Yes No 161. QUARRELSOME Yes No
104. AGREE Yes No 162. THINKING Yes No
105. COMPULSIVE Yes No 163. USUALLY Yes No
106. ALREADY Yes No 164. UNINQUISITIVE Yes No
107. FILL Yes No 165. SPENDTHRIFT Yes No
108. PARTICULAR Yes No 166. FICKLE Yes No
109. NEWSPAPER Yes No 167. HOUR Yes No
110. UNACCOMMODATING Yes No 168. CHANCE Yes No
111. BODY Yes No 169. WEAK Yes No
112. SOON Yes No 170. ILL-TEMPERED Yes No
113. CARELESS Yes No 171. UNINTELLIGENT Yes No
114. ELECT Yes No 172. ABOVE Yes No
115. INDIFFERENT Yes No 173. RESENTFUL Yes No
116. EXPECT Yes No 174. DUE Yes No
117. DESCRIBE Yes No 175. SHOW Yes No
118. VARIOUS Yes No 176. PROFANE Yes No
119. FORM Yes No 177. UNPLEASING Yes No
120. UNSPORTSMANLIKE Yes No 178. UNPOPULAR Yes No
121. ONLY Yes No 179. OFFENSIVE Yes No
122. FRONT Yes No 180. TEACHER Yes No
123. ENVIOUS Yes No 181. DECEPTIVE Yes No
124. UNENTERPRISING Yes No 182. INSOLENT Yes No
125. BELIEVE Yes No 183. MENTION Yes No
126. INVITE Yes No 184. MALICIOUS Yes No
127. CAR Yes No 185. BOASTFUL Yes No
128. ATTENTION Yes No 186. UNEMOTIONAL Yes No
129. MIGHT Yes No 187. COMMITTEE Yes No
130. UNPLEASANT Yes No 188. INCOMPETENT Yes No
131. PREJUDICED Yes No 189. ACT Yes No
132. OBNOXIOUS Yes No 190. THOUGHTLESS Yes No
133. PASS Yes No 191. INDECISIVE Yes No
134. STANDARD Yes No 192. LIGHT Yes No
135. ABUSIVE Yes No 193. BRIGHT Yes No
136. RATHER Yes No 194. DISHONOURABLE Yes No
137. NEUROTIC Yes No 195. SELF-CENTRED Yes No
138. COMPLAINING Yes No 196. OUTSIDE Yes No
139. SEA Yes No 197. UNAPPEALING Yes No
140. REMEMBER Yes No 198. PRE-OCCUPIED Yes No
141. INTOLERANT Yes No 199. CLASS Yes No
142. FOOLHARDY Yes No 200. INDEPENDENT Yes No
143. DISHONEST Yes No 201. TENSE Yes No
144. UNOBSERVANT Yes No 202. COMPLETE Yes No
145. SPREAD Yes No 203. BRAGGING Yes No
146. FAULT-FINDING Yes No 204. PERMANENT Yes No
147. SPIRIT Yes No 205. DISTANCE Yes No
148. STATION Yes No 206. DAY Yes No
149. GOSSIPY Yes No 207. UNATTENTIVE Yes No
150. MARK Yes No 208. POMPOUS Yes No
209. HOLD Yes No
210. HIGH Yes No
211. VERY Yes No
212. LIAR Yes No
213. HOT-TEMPERED Yes No
214. KEEP Yes No
215. MARKET Yes No
216. ARGUMENTATIVE Yes No
217. STONE Yes No
218. LEAVE Yes No
219. WORRIER Yes No
220. MONTH Yes No
221. LINE Yes No
222. HIGH-STRUNG Yes No
223. NEAR Yes No
224. SOLDIER Yes No
225. POINT Yes No
226. NERVOUS Yes No
227. LEARN Yes No
228. SOMETHING Yes No
22 9. PRODUCT Yes No
230. BACK Yes No
231. SHALLOW Yes No
232. RESULT Yes No
233. BEGINNING Yes No
234. SAND Yes No
235. LAKE Yes No
236. INSTRUCTOR Yes No
237. MONEY Yes No
238. MORE Yes No
239. UNROMANTIC Yes No
240. DISLIKABLE Yes No
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Directions: Below are a number of statements about how various topics affect your 
personal beliefs. There are no right or wrong answers. For every item there are a 
large number of people who agree and disagree. Could you please put in the 
appropriate bracket the choice you believe to be true ?.
Answer all the questions.
Strongly Generally Somewhat Somewhat Generally Strongly 
disagree disagree disagree agree agree agree
0 1 2 3 4 5
1. I can anticipate difficulties and take action to avoid them.......................
2. A great deal of what happens to me is probably just a matter of chance...
3. Everyone knows that luck or chance determines one's future.................
4. I can control my problem(s) only if I have outside support.....................
5. When I make plans, I am almost certain I can make them work..............
6. My problem(s) will dominate me all my life............................................
7. My mistakes and problems are my responsibility to deal with..................
8. Becoming a success is a matter of hard work, luck has little or nothing 
to do with it..........................................................................................
9. My life is controlled by outside actions and events...................................
TO. People are victims of circumstance beyond their control.........................
11. To continually manage my problems I need professional help..................
12. When I am under stress, the tightness in my muscles is due to
things outside my control......................................................................
13. I believe a person can really be a master of his fate..................................
14. It is impossible to control my irregular and fast breathing when
1 am having difficulties..........................................................................
15. I understand why my problem(s) varies so much from one occasion to
the next................................................................................................
16. I am confident of being able to deal successfully with future problems....
17. In my case maintaining control over my problem(s) is due mostly to luck
Score= +.
Sum Score=...
APPENDIX XX
CMpbi.doc 
Male parent form
This questionnaire lists various attitudes and behaviours 
father in your first 16 years, would you place a tick in 
each question.
Very
like
of parents. As you remember your 
the most appropriate box next to
Mode Mode Very 
rately rately unlike 
like unlike
1. Spoke to me with a warm and friendly voice □ □ □ □
2. Did not help me as much as I needed □ □ □ □
3. Let me do things I liked doing □ □ □ □
4. Seemed emotionally cold to me
5. Appeared to understand my problems
□ □ □ □
and worries □ □ □ □
6. Was affectionate to me □ □ □ □
7. Liked me to make my own decisions □ □ □ □
8. Did not want me to grow up □ □ □ □
9. Tried to control everything I did □ □ □ □
10. Invaded my privacy □ □ □ □
11. Enjoyed talking things over with me □ □ □ □
12. Frequently smiled at me □ □ □ □
13. Tended to baby me
14. Did not seem to understand what I
□ □ □ □
needed or wanted □ □ □ □
15. Let me decide things for myself □ □ □ □
16. Made me feel I wasn't wanted
17. Could make me feel better when I was
□ □ □ □
upset □ □ □ □
18. Did not talk with me very much □ □ □ □
19 Tried to make me dependent on him 
20. Felt I could not look after myself unless he
□ □ □ □
was around □ □ □ □
21. Gave me as much freedom as I wanted □ □ □ □
22. Let me go out as often as I wanted □ □ □ □
23. Was overprotective of me □ □ □ □
24. Did not praise me □ □ □ □
25. Let me dress in any way I pleased □ □ □ □
Female parent form
This questionnaire lists various attitudes and behaviours 
mother in your first 16 years, would you place a tick in 
each question.
Very
like
1. Spoke to me with a warm and friendly voice □
2. Did not help me as much as I needed □
3. Let me do things I liked doing □
4. Seemed emotionally cold to me □
5. Appeared to understand my problems
and worries □
6. Was affectionate to me □
7. Liked me to make my own decisions □
8. Did not want me to grow up □
9. Tried to control everything I did □
10. Invaded my privacy □
11. Enjoyed talking things over with me □
12. Frequently smiled at me □
13. Tended to baby me □
14. Did not seem to understand what I
needed or wanted □
15. Let me decide things for myself □
16. Made me feel I wasn't wanted □
17. Could make me feel better when I was
upset □
18. Did not talk with me very much □
19 Tried to make me dependent on her □
20. Felt I could not look after myself unless she 
was around □
21. Gave me as much freedom as I wanted □
22. Let me go out as often as I wanted □
23. Was overprotective of me □
24. Did not praise me □
25. Let me dress in any way I pleased □
of parents. As you remember your 
the most appropriate box next to
Mode Mode Very 
rately rately unlike 
like unlike
□ □□
□
□
□
□
□
□
□
□
□
□
□
□
□
□
□
□
□
□
□
□
□
□
□
□
□
□
□
□
□
□
□
□
□
□
□
□
□
□
□
□
□
□
□
□
□
□
□
□
□
□
□
□
□
□
□
□
□
□
□
□
□
□
□
□
□
□
□
□
□
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□
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Please mark each question in the following way: If the question 
describes how you usually feel, please tick the "YES" column. If 
the question does not describe how you usually feel, please tick
the 40the "NO" column. Tick only one column for each of
questions.
YES NO
1. Do you have only a few friends?........ . □ □
2. Are you happy most of the time?........ . □ □
3. Can you do most things as well as others? . □ □
4. Do you like everyone you know?......... . □ □
5. Do you spend most of your free time alone? □ □
6. Do you like being a male/female?....... . □ □
7. Do most people you know like you?...... . □ □
8. Are you usually successful when you
attempt important tasks or assignments?.. . □ □
9. Have you ever taken anything that did not
belong to you?....................... , □ □
10. Are you as intelligent as most people?...., . □ □
11. Do you feel that you are as important as
most people?......................... . □ □
12. Are you easily depressed?............. . □ □
13. Would you change many things about
yourself if you could?................ . □ □
14. Do you always tell the truth?.......... . □ □
15. Are you as nice looking as most people?.. . □ □
16. Do many people dislike you?............ . □ □
17. Are you usually tense or anxious?...... . □ □
18. Are you lacking in self-confidence?.... . □ □
19. Do you gossip at times?............... . □ □
20. Do you often feel that you are no good
at all?.............................. . □ □
21. Are you as strong and healthy as most
people?.............................. . □ □
22. Are your feelings easily hurt?......... . □ □
23. Is it difficult for you to express your
views or feelings?.................... . □ □
24. Do you ever get angry?................ , □ □
25. Do you often feel ashamed of yourself?... . □ □
26. Are other people generally more successful
than you are?........................ . □ □
27. Do you feel uneasy much of the time
without knowing why?.................. . □ □
28. Would you like to be as happy as others
appear to be......................... . □ □
29. Are you ever shy?..................... . □ □
30. Are you a failure?.................... . □ □
31. Do people like you ideas?............. . □ □
32. Is it hard for you to meet new people?... . □ □
33. Do you ever lie?...................... . □ □
34. Are you often upset about something?... . □ □
35. Do most people respect your views?..... . □ □
36. Are you more sensitive than most people?. . □ □
37. Are you as happy as most people?....... . □ □
38. Are you ever sad?..................... . □ □
39. Are you definitely lacking in initiative? . □ □
40. Do you worry a lot?................... □ □
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Below are a number of statements describing how people feel. As you feel today, 
please circle one statement from each group which best describes how you feel today. 
There are no right or wrong answers. Do you have any questions?
0. I do not feel sad
1. I feel sad
2a. I am sad all the time and I can't snap out of it
2b. I am so sad or unhappy that it is very painful
3. I am so sad or unhappy that I can't stand it
B
D
0. I am not particularly pessimistic or discouraged about the future
la. I feel discouraged about the future
2a. I feel I have nothing to look forward to
2b. I feel that I won't ever get over my troubles
3. I feel that the future is hopeless and things cannot improve
0. I do not feel like a failure
1. I feel I have failed more than the average person
2a. I feel that I have accomplished very little that is worthwhile or that 
means anything
2b. As I look back on my life all I can see is a lot of failures
3. I feel I am a complete failure as a person (parent, husband, wife)
0. I am not particularly dissatisfied
la. I feel bored most of the time
lb. I don't enjoy things the way I used to
2. I don't get satisfaction out of anything any more
3. I am dissatisfied with everything
0. I do not feel particularly guilty
1. I feel bad or unworthy a good part of the time
2a. I feel quite guilty
2b. I feel bad or unworthy practically all the time now
3. I feel as though I am very bad or worthless
0. I don't feel I am being punished
1. I have a feeling that something bad may happen to me
2. I feel I am being punished or will be punished
3a. I feel I deserve to be punished
3b. I want to be punished
GH
K
L
0.
la.
Ib.
2.
3.
0.
1.
2a.
2b.
0 .
1.
2a.
2b.
2c.
3.
0.
1.
2.
3.
don't feel disappointed in myself 
am disappointed in myself 
don't like myself 
am disgusted with myself 
hate myself
don't feel I am worse than anybody else
am very critical of myself for my weaknesses and mistakes
blame myself for everything that goes wrong
feel I have many bad faults
don't have any thoughts of harming myself
have thoughts of harming myself but I would not carry them out
feel I would be better off dead
have definite plans about committing suicide
feel my family would be better off if I was dead
would kill myself if I could
don't cry any more than usual
cry more than I used to
cry all the time now. I can't stop it
used to be able to cry but now I can't cry at all even though I want
am no more irritated now than I ever am
get annoyed and irritated more easily than I used to
feel irritated all the time
don't get irritated at all the tings that used to irritate me
have not lost interest in other people 
am less interested in other people now than I used to be 
have lost most of my interest in other people and have little feeling 
for them
I have lost all my interest in other people and don't care about them at 
all
M
0. I make decisions about as well as ever
1. I am less sure of myself now and try to put off making decisions
2. I can't make decisions any more without help
3. I can't make decisions at all any more
N
0. I don't feel I look any worse than I used to
1. I am worried that I am looking old or unattractive
2. I feel that there are permanent changes in my appearance and they ife 
me look unattractive
3. I feel that I am ugly or repulsive looking
O
R
0. I can work about as well as before
la. It takes extra effort to getting started at doing something
lb. I don't work as well as I used to
2. I have to push myself very hard to do anything
3. I can't do any work at all
0. I can sleep as well as usual
1. I wake up more tired in the morning than I used to
2. I wake up 1-2 hours earlier than usual and find it hard to get back to
sleep
3. I wake up early every day and can't get more than 5 hours sleep
0. I don't get more tired than usual
1. I get tired more easily than I used to
2. I get tired firom doing anything
3. I get too tired to do anything
0. My appetite is no worse than usual
1. My appetite is not as good as it used to be
2. My appetite is much worse now
3. I have no appetite at all any more
0. I haven't lost much weight, if any, lately
1. I have lost more than five pounds
2. I have lost more than ten pounds
3. I have lost more than fifteen pounds
0. I am no more concerned about my health than usual
1. I am concerned about aches and pains or upset stomach or other
unpleasant feelings in my body
2. I am so concerned with how I feel or what I feel that it's hard to think
of much else
3. I am completely absorbed in what I feel
u
0. I have not noticed any recent change in my interest in sex
1. I am less interested in sex than I used to be
2. I am much less interested in sex now
3. I have lost interest in sex completely
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KEY TO VARIABLE LABELS TABLE 5.19
NEGNUM - Number of cued negative memories recalled
POSNUM - Number of cued positive memories recalled
POSAGE - Age of earliest cued positive memory
NEGAGE - Age of earliest cued negative memory
NEGINTl - Emotional intensity associated with earliest
negative memory at time of experience 
NEGfNT2 - Emotional intensity associated with earliest 
negative memory at time of recall 
POSINTl - Emotional intensity associated with earliest
positive memory at time of experience 
P0SrNT2 - Emotional intensity associated with earliest
positive memory at time of recall 
FRNEGAGE - Age of earliest negative memory retrieved during free recall 
FRPOSAGE - Age of earliest positive memory retrieved during free recall 
FRNEGNUM - Number of negative memories retrieved during free recall 
FRPOSNUM - Number of positive memories retrieved during free recall 
BDI - Beck's Depression Inventory score
BMAS - Manifest Anxiety Scale (short form) score
MCSD - Marlowe-Crowne Social Desirability Scale score
PBI 1 - Paternal bonding 'care' dimension score
PBI 2 - Paternal bonding 'overprotection' dimension score
PBI 3 - Maternal bonding 'care' dimension score
PBI 4 - Maternal bonding 'overprotection' dimension score
CFSE 1 - General self-esteem score
CFSE 2 - Social/peer self-esteem score
CFSE 3 - Personal self-esteem score
CFSE 4 - Global self-esteem score
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Inclusion Criteria
1. Regular menstrual cycles over the previous six months (an average cycle
of between 26 and 32 days, with an inter-cycle variability of no greater than
4 days
2. Not taking an oral contraceptive pill for the previous six months or during the 
course of the study
3. No current or previous history of ovarian disorders
4. No current or previous history of depression, eating disorders, or drinking
problem
5. Not currently a nursing mother
6. Not currently dieting or dieting in the previous six months
7. Not working shifts
8. Chronic medication free
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Free and cued recall table
ORDER CONDITION 1st MEMORY 
LATENCY
NUMBER
RECALLED
AGE OF 
EARLIEST
GENERAL
HAPPY
SAD
HURT
FEAR
ANGER
Intensity of emotion associated with earliest memory at 
each condition
7 point scale. 1 = mildly - 7 = extremely intense
 At time of experience At time of recall
General ____  ____
Happy ____  ____
Sad ____  ____
Hurt ____  ____
Fear______ ____  ___ _
Anger ____  ____
i<
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Free recall table
CONDITION NUMBER AGE OF
RECALLED EARLIEST
TOTAL
POSITIVE
NEGATIVE
Cued recall table
ORDER CONDITION
HAPPY
INTERESTED
SAFE
SUCCESSFUL
SURPRISED
ANGRY
CLUMSY
FEAR
HURT
LONELY
SAD
SORRY
1st MEMORY 
LATENCY
NUMBER
RECALLED
AGE OF 
EARLIEST
CMexp4.doc
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Shadowing task
WL type Errors N
Neut-Neg
Neg-Neut
Neut-Neut
Recognition task
CONDITION Number correct
SHAD NEUT 
SHAD NEGATIVE 
UNATT NEUT 
UNATT NEG
